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TO OUR SHAREHOLDERS

2007 was a transformational year for Synta.

In February, we completed our initial public offering (IPO). In the fall, we reached agreement
with the FDA via a Special Protocol Assessment (SPA) for the design of a pivotal, Phase 3 trial
for our lead cancer drug, elesclomol, and initiated the global SYMMETRY™ trial, which will

enroll 630 patients with metastatic melanoma across approximately 150 centers in 15 countries.
In Octobes, we signed a major collaborative agreement with GlaxoSmithKline for the joint
development and commercialization of elesclomol that substantially reduces our costs, strength-
ens our balance sheet, and will hefp enormously with product launch and market reach. During
the year we also initiated two Phase 1 trials for STA-9090, our novel Hsp90 inhibitor compound;
continued Phase 2 development of apilimod in rheumatoid arthritis; and presented significant
new data on our drug candidates at major medical meetings.

In 2007, we established the foundations for a fully-integrated, multi-product, biopharmaceuticat
company:

* 3 Phase 3 program with the opportunity to define first-line standard of care in a devastating
disease

* an experienced partner to help with product launch
+ an advancing pipeling, to which we retain all rights, generated from our drug discovery engine
* 3 strong financial position

An important additional element is the excellence of our people. We are proud of the team we
have assembled and continue to develop, with experience in every functional area necessary for
high quality drug discovery, development, and commercialization. THE LIVES OF PATIENTS.

in 2008, the focus of our team is to deliver on this potential.

QOur first priority is excellence in the execution of our Phase 3 program. We have reviewed all aspects of this trial extensively
with the FDA, we have powered the trial to a high level of statistical significance, and we intend to take every possible meas-
ure to make sure we complete the trial in a way that will allow us to submit a high quality, convincing regulatory package.

Qur second priority is advancing the potential of our pipeline to drive long-term, sustainable growth. These opportunities
include new cancer indications for elesclomol, advancing STA-9090 through Phase 1 and a new trial in hematologic malig-
nancies, continuing development of apilimod in rheumatoid arthritis, and bringing our next generation of drug candidates
closer to the clinic.

We are on the cusp of realizing our vision of creating a global pharmaceutical company that extends and enhances the lives
of patients by discovering, developing and commercializing novel drug candidates. This is the most exciting time in my seven
years with Synta. And it is just the beginning...

Safi R. Bahcall, Ph.D.

President and Chief Executive Officer
Synta Pharmaceuticals Corp.




synta has a rapidiy advancing pipeline of novel drug candidates t1or treating cancer and inflammatory

diseases. All drug candidates were invented internally using the Synta proprietary chemical compound

library and drug discovery platform.
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STA-9584
Vascular Disrupting Agent

INFLAMMATION
Apilimod

Oral IL-12/23 inhibitor " Rheumatoid Arthritis

Oral CRAC lon i Autoimmune Diséése,
Channel Inhibitor i Transplant, Allergy

Elesclomal (formerly STA-4783): A novel small
molecule that induces apoptosis in cancer cells by
elevating oxidative stress. In a double-blind, random-
ized, 21-center, Phase 2b clinical trial in patients

with stage IV metastatic melanoma, elesclomael

plus paclitaxel met the primary endpoint, doubling
progression-free survival relative to paclitaxel alone
{p=0.035). Currently enrolling a global, pivotal,
confirmatory Phase 3 trial, mirroring the phase 2b
trial design, in 630 patients and 150 centers. Plans for

trials in other indications will be announced in 2008.

STA-9090: A nolel, injectable, small molecule
drug candidate Yeing developed for the treatment
of cancer. STA—BQQD inhibits heat shock protein 90,
or Hsp90, a chaperone protein that regulates the
activity of numerous signaling proteins that trigger
uncontrofled proliferation in cancer cells, in particu-
lar kinase proteins. STA-9090 is currently in two
Phase 1 clinical trials in solid tumor cancers and
Synta intends talinitiate a third trial in hematologic
cancers in the se:cond half of 2008.

Apilimod Apilimod (STA-5326): A novel,
orally administered, small molecule that
inhibits the production of the cytokines
interleukin-12 (IL-12), and interleukin-23
(IL-23), down-regulating the inflammation
pathways that drive certain autoimmune
and inflammatory diseases. Currently in a
Phase 2a clinical trial in theumatoid
arthritis.
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PART 1
Item 1. BUSINESS
Overview

We are a biopharmaceutical company focused on discovering, developing, and commercializing .
small molecule drugs to extend and enhance the lives of patients with severe medical conditions,
including cancer and chronic inflammatory diseases. We have a unique chemical compound library, an
integrated discovery engine, and a diverse pipeline of clinical- and preclinical-stage drug candidates
with distinct mechanisms of action and novel chemical structures. We have three drug candidates in
clinical trials, one drug candidate in preclinical studies, and one program undergoing lead optimization.
We discovered and developed each of our drug candidates internally using our compound library and
discovery capabilities. At present, other than our lead drug candidate, elesclomol, we retain all rights to
each of our drug candidates and programs, across all geographic markets and therapeutic indications.
We have entered into a partnership with GlaxoSmithKline, or GSK, for the joint development and
commercialization of elesclomol.

Qur Lead Drug Candidate, Elesclomol (formerly, STA-4783)

Our most advanced clinical-stage drug candidate, elesclomol, is a novel, injectable, sma.l molecule
compound that triggers apoptosis, or programmed cell death, in cancer cells, which we believe has
potential for the treatment of a broad range of cancer types.

In September 2006, we announced positive results for elesclomol in combination with paclitaxel, a
leading chemotherapeutic agent, in a double-blind, randomized, controlled, multicenter Phase 2b
clinical trial in patients with stage IV metastatic melanoma. We believe that this is the first blinded
clinical trial of a drug candidate for the treatment of metastatic melanoma in 30 years to mzet its
primary endpoint with statistical significance. In November 2006, we received Fast Track designation
from the U.S. Food and Drug Administration, or FDA, for the development of elesclomol for the
treatment of metastatic melanoma. In December 2007, we received orphan drug designation for
elesclomol in this indication in the United States from the FDA. Orphan drug status is designed to
encourage biotechnology and pharmaceutical companies to develop drugs for rare diseases affecting
fewer than 200,000 people in the United States. Assuming that elesclomol is approved by the FDA, we
will be entitled to seven years of market exclusivity for elesclomol for the treatment of paticnts with
metastatic melanoma.

Based on the results of our Phase 2b trial, we initiated a global, pivotal Phase 3 clinical trial of
elesclomol in metastatic melanoma, called the SYMMETRY trial, in the third quarter of 2C07. The
SYMMETRY trial is being conducted under the terms of a Special Protocol Assessment, or SPA,
agreed to by the FDA. The SPA process provides for a written agreement between a clinical trial
sponsor and the FDA that the proposed design and planned analyses of the clinical trial is sufficient to
support regulatory approval of a drug candidate, unless public health concerns unrecognized at the time
of the protacol assessment become evident. The SYMMETRY trial is enrolling patients with stage IV
metastatic melanoma who have not received prior chemotherapy but who may have already been
treated with non-chemotherapeutic agents, such as biologics. Approximately 630 patients will be
enrolled in the blinded, randomized, controlled study, which generally mirrors the design of our
Phase 2b trial and will be conducted at approximately 150 centers worldwide.

As with our prior Phase 2b trial, patients enrolled in the SYMMETRY trial will be randomized to
receive either elesclomol plus paclitaxel or paclitaxel alone. The dosage of cach agent, the Jdosing
schedule, and the primary endpoint—progression free survival, or PFS—are the same as in our prior
Phase 2b trial. The SYMMETRY trial increases the total number of patients enrolled from the prior
Phase 2b trial and includes central review of radiology scans, stratification to ensure balance between




treatment and control arms, and a no-crossover design for facilitating the assessment of overall survival,
or OS.

Based on our current enrollment projections and event rate targets, we expect 1o complete
enrollment and initiate the primary endpoint analysis of the SYMMETRY trial by the end of 2008.
Assuming that the results of the PFS analysis are positive, we plan to submit a new drug application, or
NDA, to the FDA in the first half of 2009, If actual enrollment or event rates differ from our current
projections, our target dates for completing the PFS analysis and submitting the NDA will likely
change.

In Qctober 2007, we entered into a collaborative development, commercialization and license
agreement with GSK for elesclomol (hereinafter referred to as the GSK Agreement), under which we
are eligible to receive up to $1.01 billion in milestones and other payments, as well as share 40-50% of
the profits and losses from sales in the United States and receive double-digit tiered royalties from
sales outside of the United States. Under the terms of the GSK Agreement, the companies will jointly
develop and commercialize elesclomol in the United States, and GSK will have exclusive responsibility
for the development and commercialization of elesclomol outside the United States. Pursuant to the
agreement, we received a non-refundable upfront cash payment of $80 million in November 2007. We
are also eligible to receive potential pre-commercial milestone payments from GSK of up to
$585 million, which include both payments for operational progress, such as trial initiation and
enrollment, and payments for positive clinical and regulatory outcomes, such as regulatory approval. In
addition, we are eligible to receive up to $300 million in potential commercial milestone payments from
GSK based on achieving certain net sales thresholds.

Our Phase 2b clinical trial of elesclomol enrolled a total of 81 metastatic melanoma patients at 21
centers in the United States. This clinical trial was conducted in a double-blind, randomized, controlled
fashion and compared the effects of elesclomol in combination with paclitaxel, a widely used
chemotherapy, versus paclitaxel alone. The primary endpoint for assessing efficacy was PFS. PFS is
calculated for each patient by measuring the time from the patient’s assignment to a treatment group
in the trial until a PFS event, which is the earlier of tumor progression or death. In published
guidelines and actions related to clinical trials conducted by other companies, the FDA has previously
indicated PFS is an acceptable endpoint for registration in metastatic melanoma and other cancer

types.

In our Phase 2b trial, elesclomol plus paclitaxel demonstrated a statistically significant
improvement in PFS compared to treatment with paclitaxel alone. In the intent-to-treat analysis, which
includes all 81 patients, median PFS increased from 1.8 months for patients treated with paclitaxet
alone to 3.7 months for patients treated with elesclomol plus paclitaxel. The percentage of patients who
survived and were free of tumor progression at six months more than doubled from 15% for patients
treated with paclitaxel alone to 35% for patients treated with elesclomol plus paclitaxel. The statistical
significance of the improvement in PFS is described by a P-value, which measures the probability that
the difference is due to chance alone. A P-value of less than 0.05 is considered statistically significant
and unlikely due to chance. The P-value in this analysis was 0.035.

In the per-protocol analysis of the trial results, which includes the 77 patients who couid be
evaluated for efficacy as specified in the trial protocol, median PFS increased from 1.8 months for
patients treated with paclitaxel alone to 4.4 months for patients treated with elesclomol plus paclitaxel.
The percentage of patients who survived and were free of tumor progression at six months more than
doubled from 15% for patients treated with paclitaxel alone to 37% for patients treated with elesciomol
plus paclitaxel. The P-value in this analysis was 0.017.

A recently published meta-analysis by Korn et al. of 42 clinical trials incorporating 2,100 patients
with stage IV metastatic melanoma showed a median PFS of 1.7 months and a six month PFS rate of




14.5%. Results for patients in the control arm of our Phase 2b trial—a median PFS of 1.8 months and
a six month PFS rate of 15%-—are consistent with the Korn et al. data and other historical data.

In addition to a statistically significant result for the primary endpoint, PFS, we observed a positive
trend for the secondary endpoint, tumor response rate, which measures the percentage of patients who
have experienced a substantial decrease in tumor size as defined by the industry standard Response
Evaluation Criteria in Solid Tumors, or RECIST, criteria. Patients who received elesclomol plus
paclitaxel showed a 15% tumor response rate, versus a 4% tumor response rate for patients who
received paclitaxel alone. While the positive trend in the secondary endpoint for this trial was
encouraging, it did not reach statistical significance. Our Phase 2b trial did not include a sufficient
number of patients to detect this level of difference with statistical significance. In contrast, cur Phase 3
trial will enroll a sufficient number of patients to detect this level of difference with statistical
significance.

Our Phase 2b trial also included a planned analysis of OS, measuring the time from each patient’s
random treatment assignment until death from any cause. However, at the time that we performed this
analysis, most patients were still alive and as a consequence, the results we obtained were not
meaningful. After concluding the planned study, we filed a protocol amendment permitting collection
of further OS data. We analyzed these data after those patients not known to have died had been
followed for more than two years. The results of this further analysis demonstrated a median OS of
11.9 months for patients randomly assigned to elesclomol plus paclitaxel versus 7.8 months for patients
randomly assigned to paclitaxel alone. As with the increased tumor response rate, the improvement in
median OS was encouraging, but did not achieve statistical significance. Qur Phase 2b trial did not
have sufficient numbers of patients to detect this level of difference with statistical significance. In
contrast, our Phase 3 trial has been designed to have sufficient statistical power to detect a difference
from nine months to 12 months in OS.

In addition to an encouraging OS difference between the two arms of our Phase 2b trial, we
believe that the 11.9 month median OS result and the one year OS rate of 49% in the patients who
received elesclomol plus paclitaxel compare favorably with survival data from melanoma trials reported
by others. As described in a 2006 paper by Tarhini and Agarwala, prior clinical trials in a similar
patient population have shown median OS of six to nine months, and ne current therapy has shown an
OS benefit. The Korn et al. publication reported a median OS of 6.2 months and a one year survival
rate of 25.5%.

Our Phase 2b trial included both first-line patients, those that had not received prior
chemotherapy, and second-line patients, those that had received one prior chemotherapy regimen. We
explored the effect on PFS in those two subgroups. While we saw a PFS benefit from treatment with
elesclomol in both groups of patients, the benefit was greater in the first-line group. The second-line
patient population (N=49) experienced an improvement in median PFS from 1.8 months to
2.6 months; the first-line patient population (N=32) experienced an improvement in median PFS from
1.8 months to 7.1 months. While these subset analyses are based on a smaller number of patients than
the overall trial, the pronounced benefit in the first-line population did achieve statistical significance,
with a P-value of 0.02. Together with our medical advisors, we decided to conduct the Phase 3 trial in
the first-line patient population, which we believe is the most likely to show the greatest benefit from
treatment with elesclomol.

We submitted the initial investigational new drug application, or IND, for elesclomol in September
2002. Including the patients treated in the Phase 2b metastatic melanoma clinical trial, we have treated
a total of approximately 300 patients at over 50 medical centers in the United States and Carada with
elesclomol. Elesclomol has been well tolerated, with toxicities of the elesclomol plus paclitaxel
combination generally similar to those of paclitaxel alone, and the incidences of individual severe
adverse events generally less than 10%.




Our Other Drug Candidates and Research Programs

Elesclomol was discovered and developed internally by our scientists, using our chemical
compound library and our biology, chemistry, and pharmaceutical development capabilities. In addition
to elesclomol, we have discovered and developed three other drug candidates currently in clinical or
preclinical development, each of which has a distinct chemical structure, mechanism of action, and
market opportunity. We also have one program in the lead optimization stage of discovery and other
programs in earlier stages of discovery.

Oncology

STA-9090. STA-9090 is a novel, injectable, small molecule drug candidate we are developing for
the treatment of cancer. STA-9090 inhibits heat shock protein 90, or Hsp90, a chaperone protein that
regulates the activity of numerous signaling proteins that trigger uncontrolled proliferation in cancer
cells, in particular kinase proteins. Examples of kinase proteins include c-Kit, Ber-Abl, Her2, EGFR,
and others that are the targets of approved direct kinase inhibitors such as Gleevec, Herceptin, Tarceva,
and Erbitux. We believe that inhibiting kinases indirectly, by disrupting the chaperone activities of
Hsp90, provides two advantages: first, a means to simultaneously attack multiple cancer-promoting
kinases; and, second, an ability to kill tumor cells with mutated kinases that have lost responsiveness to
a direct kinase inhibitor. We have shown in preclinical experiments that STA-9090 is significantly more
potent against certain types of cancer cells than Gleevec, as well as the two Hsp90 inhibitors furthest
along in clinical development, 17-AAG and 17-DMAG. STA-9090 is further differentiated from these
Hsp90 inhibitors because it is a novel chemical structure that is not a derivative or analog of the
natural product geldanamycin. We believe that this creates a distinct activity profile for STA-9090 and is
a competitive advantage. We are currently conducting two Phase 1 studies to identify the maximum
tolerated dose of STA-9090 based on once- and twice-a-week intravenous dosing schedules, respectively.
In addition to an evaluation of safety and tolerability, patients in these studies will be assessed for
biological activity based on biomarker responses and clinical response rates based on the RECIST
criteria. We intend to initiate a third STA-9090 Phase 1 trial in hematologic cancers in the second half
of 2008.

STA-9584. STA-9584 is a novel, injectable, small molecule compound that disrupts the blood
vessels that supply tumors with oxygen and essential nutrients. In preclinical experiments, STA-9584 has
shown strong anti-tumor activity in a broad range of cancer models, including prostate, lung, breast,
melanoma, and lymphoma. In preclinical testing, STA-9584 has been shown to act against established
tumor vessels, a mechanism that is differentiated from the mechanism of anti-angiogenesis inhibitors
such as Avastin, which prevents the formation of new tumor vessels. This program is currently in
preclinical development.

Autoimmune and Inflammatory Diseases

Apilimod (STA-5326). Apilimod is a novel, orally administered, small molecule drug candidate we
are developing for the treatment of autoimmune and other chronic inflammatory diseases. Apilimod
inhibits the production of the cytokines interleukin-12, or IL-12, and interleukin-23, or 11.-23, and
thereby down-regulates the inflammation pathways that underlie certain autoimmune and inflammatory
diseases. We submitted the initial IND for apilimod in March 2003. We are currently conducting a
Phase 2a clinical trial of apilimod in patients with rheumatoid arthritis, or RA, and sponsoring a
Phase 2a clinical trial in patients with gastrointestinal manifestations of common variable
immunodeficiency, or CVID. Both the RA and CVID Phase 2a studies completed initial enrollment.
Based on the data we have reviewed to date from the CVID trial and a strategic review of the
apilimod program, we have decided to complete the ongoing CVID trial, but not to further pursue this
indication for apilimod. The preliminary results of the first 22 patients in the RA trial showed
encouraging biomarker and clinical signals suggesting activity of apilimod in this indication. We have




elected to enroll an additional cohort in the RA Phase 2a trial to explore a higher dose of apilimod.
We expect to complete enrollment of this higher dose cohort in the second half of 2008.

CRAC ion channel inhibitor. 'We have developed novel, small molecule inhibitors of cal:ium
release activated calcium, or CRAC, ion channels expressed on immune cells. The CRAC ion channel
is the primary route for calctum entry into T cells and other immune cells, regulating multiple immune
cell processes important for initiating and maintaining an inflammatory immune response. We have
demonstrated in preclinical experiments that our CRAC ion channel inhibitors selectively inhibit the
production of critical pro-inflammatory cytokines, such as interleukin-2, or IL-2, and TNFa by immune
cells, and that these compounds are effective in multiple animal models of immune diseases, including
models of arthritis. This program is in the lead optimization stage of discovery.

Our Drug Candidate Pipeline

The following table summarizes our most advanced drug candidates currently in clinical or
preclinical development:

Worldwide
Product Candidate Disease Stage Status Commqreial Rights
Oncology Elesclomol (formerly Metastatic Phase 2b Completed— Synta and GSK share
STA-4783) melanoma met primary U.S. commercial rights
idative st ind int
Oxidative stress inducer endpoin GSK has exclusive
rights outside U.S.
Phase 3 Expect to
submit NDA
1H 2009
Additional Phase 2 Expect to
cancers initiate in 2008
STA-9090 Cancer Phase 1 Two Phase 1 Synta
Hsp90 inhibitor trials ongoing
STA-9584 Cancer Preclinical Ongoing Synta
Vascular disrupting development
agent
Inflammatory  Apilimod (STA-5326) Rheumatoid Phase 2a Expect to - Synta
Diseases Oral IL-12/23 inhibitor arthritis complete
enrollment in
2H 2008
Oral CRAC ion channel Autoimmune Lead . Ongoing Synta
inhibitor diseases, optimization
transplant

In the above table, lead optimization indicates that compounds have shown activity, sel¢ctivity, and
efficacy in in vivo models, as well as an acceptable preliminary safety profile. These compounds are
being optimized for potency, drug-like properties, and safety before entering into preclinical
development. Preclinical development activities include manufacturing, formulation, and full toxicology
studies in preparation for a Phase 1 clinical trial. Phase 1 indicates initial clinical safety testing and
pharmacological profiling in healthy volunteers, with the exception that Phase 1 clinical trials in
oncology are typically performed in patients with cancer. Phase 2 involves efficacy testing and
continued safety testing in patients with a specific disease, and may include separate Phase la and
Phase 2b clinical trials. Phase 2a clinical trials typically test the drug candidate in a small number of
patients and are designed to provide early information on drug safety and efficacy. Phase 2t clinical
trials typically involve larger numbers of patients and comparison with placebo, standard treatments, or
other active comparators. Phase 3 indicates a confirmatory study of efficacy and safety in a larger
patient population, and typically involves comparison with placebo, standard treatments, or nther active
comparators.



Oncology Programs
We have two clinical-stage programs and one preclinical-stage program in oncology:

*» Elesclomol. Our most advanced clinical-stage drug candidate, elesclomol, has achieved positive
results in a double-blind, randomized, controlled, multicenter Phase 2b clinical trial in patients
with stage IV metastatic melanoma. We are conducting the SYMMETRY trial, a global, pivotal
Phase 3 clinical trial in metastatic melanoma, under the terms of an SPA agreement with the
FDA. We have entered into a partnership with GSK to jointly develop and commercialize
elesclomol.

¢ §TA4-9090. STA-9090, our novel, small molecule Hsp%0 inhibitor, is in two Phase 1 clinical trials.

* §TA4-9584. STA-9584, our novel small molecule compound that disrupts the blood vessels that
supply tumors with oxygen and essential nutrients, is in preclinical development.

Oncology Background

Cancers are diseases characterized by abnormal and uncontrolled cell growth and division, typically
leading to tumor formation. As a tumor grows, it can directly disrupt organ function at its site of
origin. In addition, cancer cells can also spread to other organs, such as the brain, bones and liver, by a
process called metastasis. The growth of metastatic tumors at these new sites can disrupt the function
of these other organs. There are many kinds of cancer, but all are characterized by uncontrolled growth
of abnormal cells.

The World Health Organization estimates that more than 11 million pecple are diagnosed with
cancer every year worldwide, and seven million people die from the disease annually. The American
Cancer Society estimates that approximately 1.4 million people in the United States will be diagnosed
with cancer in 2008, and approximately 566,000 people will die from the disease.

Anti-cancer agents are the second largest therapeutic class of pharmaceuticals in the world, with
global sales of $34.6 billion in 2006.

Melanoma

Melanoma is the deadliest type of skin cancer and is the sixth most commonly diagnosed cancer in
the United States. The National Cancer Institute has estimated that the prevalence of melanoma in the
United States, or the number of patients alive who have been diagnosed with the disease, currently is
more than 660,000. The American Cancer Society estimates that in 2008 the incidence, or number of
newly diagnosed cases, of melanoma in the United States will be approximately 62,500, with 8,400
deaths from the disease. According to a December 2006 Datamonitor report, the incidence of
melanoma has doubled every decade for the past 40 years, faster than any other cancer type, and is
currently the fifth and sixth leading cause of global cancer maortality within males and females,
respectively. :

Melanoma is classified into four stages, which are based on well-defined criteria, including
characteristics of the primary tumors, involvement of the regional lymph nodes, and the extent and
location of metastases. When melanoma is discovered and treated in the early stages, where the cancer
is confined to a local area, patients have a relatively high rate of survival. For example, stage I patients
have a five-year survival rate of between 90 and 95%. Once melanoma has advanced to stage 111, where
the cancer has spread to the regional lymph nodes, or stage IV, where the cancer has spread to distant
organs, the prognosis for patients is much worse, with five-year survival rates less than 20%. We are
unaware of any reliable industry survey data specifically for the prevalence of metastatic melanoma in
the United States or worldwide. Commonly used estimates assume that 5-10% of all patients diagnosed




have metastatic discase, which estimates the prevalence of metastatic melanoma at approximately
30,000 to 60,000 patients in the United States. .

Limitations of Current Treatments for Metastatic Melanoma

For early stage melanoma, surgical removal of the primary melanoma lesion is the standard of
care. Surgical removal may also be performed to remove distant skin metastases, lymph nodes or other
organs to which the cancer has spread. Sometimes interferon alpha-2b is administered to patients as an
adjuvant to surgery to reduce the rate of disease relapse. This is the only drug approved by the FDA
for use in such a role.

For metastatic melanoma, treatment options are limited. Single-agent chemotherapy has typically
shown PFS of less than two months. Randomized trials comparing combination chemotherapy against
single agent chemotherapy have shown significant toxicity with no significant improvement in survival,
Dacarbazine, also known as DTIC, has been one of the most studied drugs in this setting, either alone
or in combination, and is the only FDA-approved chemotherapy for the treatment of metasiatic
melanoma. However, when DTIC is used as a single agent, it has been shown to have limited clinical
benefits. Various other single-agent chemotherapies such as temozolomide, fotemustine and oblimersen
have been tested against or in combination with DTIC. Response rates from controlled stucies have
typically been between 6% to 25% with median time to progression/ PFS of 1.8 to 2.4 months.
Immunotherapy with IL-2 has been approved by the FDA based on longer duration responses than
typically observed with chemotherapy, but these responses occur only in a small subset of patients, and
treatment with IL-2 is accompanied by severe toxicities. No agents other than DTIC or IL-2 have been
approved by the FDA for the treatment of metastatic melanoma. Therefore, we believe there is an
urgent need in metastatic melanoma for additional therapies demonstrating meaningful clinical benefit,
favorable safety profiles, and broad patient applicability.

Taxanes

The class of drugs known as taxanes is the market-leading class of chemotherapeutic drugs, with
over $2 billion in worldwide sales in 2005, Approved taxanes include Taxol, a formulation of paclitaxel
first approved in 1992 and marketed by Bristol-Myers Squibb, which achieved peak sales of
approximately $1.6 billion in 2000 before patent expiry; Taxotere (docetaxel), which is marketed by
Sanofi-Aventis and had global sales of approximately 1.5 billion euros in 2006; Abraxane, a paclitaxel
protein conjugate marketed by Abraxis Pharmaceutical Partners; and several generic versions of
paclitaxel. Taxanes have shown efficacy across a wide range of cancer types and have been approved by
the FDA for the treatment of prostate, ovarian, breast, and non-small cell lung cancers, as well as
Kaposi’s sarcoma. Additionally, we believe taxanes are prescribed off-label for other cancer types,
including metastatic melanoma, head and neck, uterine, stomach, esophageal, and bladder. In
metastatic melanoma, the response rate of single agent paclitaxel has been reported as less than 20%.
A study published in 2002 in Cancer Investigation showed that combining DTIC and paclitaxel for the
treatment of metastatic melanoma was not superior to using either agent alone. Other anti-cancer
agents that are sometimes added to taxanes in an attempt to improve efficacy include Paraplatin, a
formulation of carboplatin marketed by Bristol-Myers Squibb. While in some cases the addition may
increase treatment efficacy, carboplatin has been shown to add substantial toxicity. As a result, we
believe there is a significant opportunity for agents that can enhance the anti-tumor effects of taxanes
without adding undesirable side cffects.




Our Lead Clinical Development Program—~Elesclomol

Elesclomol is a novel, small molecule drug candidate that induces programmed cell death in a wide
variety of cancer cell types in vitro, and has demonstrated anti-cancer activity in a broad range of
preclinical cancer models. We believe that the anti-cancer activity of elesclomol is due to its ability to
directly increase oxidative stress, as measured by the level of reactive oxygen species, or ROS, inside
cancer cells. Because cancer cells have an elevated level of oxidative stress relative to non-cancer cells,
we believe that the increase in ROS induced by elesclomol causes cancer cells to exceed a breaking
point that triggers tumor cell death, while causing minimal damage to normal cells. In our preclinical
models, we have observed anti-cancer activity of elesciomol both as a single agent and in combination
with widely used anti-cancer therapies, such as paclitaxel, docetaxel, gemcitabine, and rituximab.

We have completed six clinical trials with elesclomol in cancer patients, in which a total of
approximately 300 patients have been treated at over 50 medical centers in the United States and
Canada. Based on the positive results observed in our Phase 2b clinical trial in metastatic melanoma,
we initiated a global, pivotal Phase 3 clinical trial in metastatic melanoma in the third quarter of 2007,
the SYMMETRY trial. The protocol is being conducted under an SPA agreed to by the FDA. The SPA
process may result in a written agreement between a clinical trial sponsor and the FDA that the design
and planned analyses of the clinical trial will support regulatory approval, unless public health concerns
unrecognized at the time of the protocol assessment become evident. However, the approval decision
may be made on the basis of a number of factors, including the degree of clinical benefit, and the FDA
is not obligated to approve elesclomol as a result of the SPA, even if the clinical outcome is positive.

Elesclomol has also received Fast Track designation from the FDA for the treatment of metastatic
melanoma. The FDA grants Fast Track designation for drug candidates intended to treat serious or life
threatening conditions and that demonstrate the potential to address unmet medical needs. Fast Track
designation can facilitate the development of a drug candidate and expedite its review by allowing for
more frequent and timely meetings with the FDA and submission of an NDA on a rolling basis.
However, Fast Track designation does not alter the standards for approval of a drug candidate,
including the need for clinical trials that demonstrate safety and efficacy, nor does it mean that the
FDA will expedite approval of a drug candidate. In addition, Fast Track designation does not increase
the likelihood of approval of a drug candidate.

In December 2007, we also received orphan drug designation for elesclomol for metastatic
melanoma in the United States from the FDA. Orphan drug status is designed to encourage
biotechnology and pharmaceutical companies to develop drugs for rare diseases affecting fewer than
200,000 people in the United States. Assuming that elesclomol is approved by the FDA, we will be
entitled to seven years of market exclusivity for elesclomol for the treatment of patients with metastatic
melanoma. In October 2007, we entered into a partnership with GSK for the joint development and
commercialization of elesclomol.

Our Phase 2b Clinical Trial in Metastatic Melanoma
Summary

Our Phase 2b clinical trial enrolled a total of 81 metastatic melanoma patients at 21 centers in the
United States. This clinical trial was conducted in a double-blind, randomized, controlled fashion and
compared the effects of elesclomol in combination with paclitaxel, the most widely used taxane, versus
paclitaxel alone. The primary endpoint for assessing efficacy was PFS. PFS is considered an acceptable
endpoint for registration in metastatic melanoma and other cancer types, as supported by the current
FDA draft guidance set forth in Clinical Trial Endpoints for the Approval of Cancer Drugs and Biologics
issued in April 2005, and by the EMEA guidance set forth in the draft of Appendix 1 Methodological
Considerations for Using Progression-Free Survival (PFS) as Primary Endpoint in Confirmatory Trals for




Registration issued in July 2006 to the Guideline on the Evaluation of Anti-cancer Medicinal Products in
Man, which became effective in June 2006.

In September 2006, we presented the results from our Phase 2b clinical trial at the joint meeting
of Perspectives in Melanoma X and the Third International Melanoma Research Congress, held in The
Netherlands. Patients who received elesclomol plus paclitaxel showed a statistically significant
improvement in PFS compared to those who received paclitaxel alone. Consistent with safety data for
elesclomol gathered from other clinical trials, elesclomol was well tolerated in this clinical trial, with
toxicities of the elesclomol plus paclitaxel combination generally similar to those of paclitaxel alone.

Clinical Trial Design

The primary objective of our Phase 2b clinical trial was to assess the efficacy in stage IV metastatic
melanoma patients of once-weekly treatment of elesclomol plus paclitaxel versus paclitaxel alone, based
on the endpoint of PFS. Secondary endpoints were objective response rate, duration of tumor
responses, and studies of adverse events and laboratory abnormalities. Once-weekly treatments of
elesclomol (213 mg/m?) plus paclitaxel (80 mg/m?) or paclitaxel alone (80 mg/m?) were deliverzd for
three weeks, followed by one week with no treatment. Investigators were permitted to repeat these
four-week cycles until disease progression. Tumor assessments were performed at baseline and every
other cycle thereafter.

Disease progression and tumor response were defined based on industry standard RECIST criteria,
which are the unified response assessment criteria agreed to by the World Health Organization, United
States National Cancer Institute, and European Organisation for Research and Treatment of Cancer.
RECIST defines disease progression and tumor response based on an assessment of target anc| non-
target lesions. A 20% or greater increase in the sum of the greatest diameters in target lesions, or
unequivocal progression in non-target lesions, or the appearance of a new lesion is defined as disease
progression. A reduction in the sum of the diameters of at least 30% as compared to baseline is
defined as a partial response, or PR. A complete disappearance of target and non-target lesions (and
the normalization of any tumor markers) constitutes a complete response, or CR. Both PRs and CRs
must be confirmed by repeat assessments at least four weeks after the PR or CR was first documented.
A response assessment of stable disease indicates that a CR, a PR or disease progression has not
occured at that timepoint. Non-progression refers to an assessment of CR, PR, or stable disease.
Objective response rate is typically defined as the sum of PR and CR assessments.

In this clinical trial, we enrolled patients who had received up to one prior chemotherapy
treatment. An unlimited number of prior immunotherapy treatments were also allowed; provided that a
period of four weeks subsequent to the last treatment elapsed prior to trial entry. Patients with Eastern
Cooperative Oncology Group, or ECOG, performance status greater than 2 were excluded, as were
patients with any brain metastases. The ECOG performance status is a standard patient assessment tool
used in determining the care of cancer patients. Patients with an ECOG score of 3 or 4 are significantly
disabled by their disease and are often excluded from clinical trials.

Two-thirds of patients were assigned to treatment with ¢lesclomol plus paclitaxel, with the
remaining one-third of patients assigned to treatment with paclitaxel alone. We chose this 2:1 wzighting
ratio to contribute more productively to the safety database for elesclomol than an even randomization,
while still allowing for a statistical comparison of treatment effects. Patients who progressed on
paclitaxel alone were given the option to crossover to elesclomol plus paclitaxel and were then treated
until further progression.

Clinical Trial Results

The intent-to-treat analysis, which includes all 81 randomly assigned patients, showed that patients
assigned to elesclomol plus paclitaxel experienced a statistically significant increase in PFS, with a




P-value of 0.035. The median PFS in this analysis increased from 1.8 months for patients assigned to
paclitaxel alone to 3.7 months for patients assigned to elesclomol plus paclitaxel. The percentage of
patients who survived and were free of tumor progression at six months more than doubled from 15%
for patients assigned to paclitaxel alone to 35% for patients assigned to elesclomol plus paclitaxel. The
hazard ratio for PFS in this analysis was 0.58, indicating that patients assigned to elesclomol plus
paclitaxel had a 42% reduction in the risk of disease progression or death relative to patients assigned
to paclitaxel alone.

The objective response rate, counting complete and partial responses, was 15.1% for patients
assigned to elesclomol plus paclitaxel versus 3.6% for patients assigned to paclitaxel alone
(P-value=0.153). This result showed an encouraging trend but did not reach statistical significance. We
were able to obtain complete progression data on only three of the nine patients that were responders
in the trial, and as a result had insufficient data to perform an analysis on duration of response.

The table below summarizes the median PFS, the PFS at six months, the hazard ratio, and the
objective response rates for the intent-to-treat population,

Elesclomol +  Paclitaxel

Paclitaxel alone Hazard
N=53 N=28 P-value(l)  ratio(2)
Intent-to-treat PFS: 0.035 0.583
analysis (N=381) * Median (months) 3.68 1.84
* At 6 months (% of patients) 35% 15%
Objective response rate(3) 151% 3.6%  (.153

(1) P-value measures the probability that the difference is due to chance alone. A P-value of less than
0.05 is considered statistically significant and unlikely to be due to chance alone.

(2) Hazard ratio is an estimate of comparative risk between the two treatment groups. A hazard ratio
of 1 can be interpreted as no decrease in risk, while a hazard ratio of 0.58 can be thought of as a
42% reduction in risk of occurrence for the event as compared to the control group.

(3) Objective response rate is defined as the sum of complete and partial tumor response rates, as.
assessed by RECIST. :

The figure below shows the Kaplan-Meier plots of PFS in this clinical trial for the intent-to-treat
population.
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In the per-protocol analysis of the trial results, which includes the 77 patients who could be
evaluated for efficacy as specified in the trial protocol, median PFS increased from 1.8 months for
patients treated with paclitaxel alone to 4.4 months for patients treated with elesclomol plus paclitaxel.
The percentage of patients who survived and were free of tumor progression at six months more than
doubled from 15% for patients treated with paclitaxel alone to 37% for patients treated with elesclomol
plus paclitaxel. The P-value in this analysis was 0.017.

This Phase 2b trial also included a planned OS analysis, measuring the time from each patient’s
random treatment assignment until death from any cause. However, at the time that we periormed this
analysis, most patients were still alive and as a consequence, the results we obtained were not
meaningful. After concluding the planned study, we filed a protocol amendment permitting collection
of further OS data. We analyzed these data after those patients not known to have died had been
followed for more than two years. The results of this further analysis demonstrated a median OS of
11.9 months for patients randomly assigned to elesclomol plus paclitaxel versus 7.8 months for patients
randomly assigned to paclitaxel alone. As with the increased tumor response rate, the improvement in
OS was encouraging, but did not achieve statistical significance. Qur Phase 2b trial did not have
sufficient numbers of patients to detect this level of difference with statistical significance.

As is common in Phase 2 trials focused on PFS, our Phase 2b trial used a crossover design, in
which patients who were initially randomized to the paclitaxel control arm were eligible to crossover
and receive elesclomol plus paclitaxel after their disease had progressed. As a result, the paclitaxel
control arm of our study inciuded both patients who eventually received elesclomol and patients who
never received elesclomol. The crossover design makes it more difficult to compare in this trial OS in
patients who received elesclomol with OS in patients who never received elesclomol. Therefore, we
believe it is also helpful to consider survival times in studies reported in the medical literature. The
11.9 month median OS result and the one year OS rate of 49% in the patients who received elesciomol
plus paclitaxel compare favorably with these historical data. As described in a 2006 paper by Tarhini
and Agarwala, prior clinical trials in a similar patient population have shown median OS of six to nine
months, and no current therapy has shown an OS benefit. The Korn et al. publication reporied a
median OS of 6.2 months and a one year survival rate of 25.5%. Our SYMMETRY Phase 3 trial does
not employ a crossover design in order to provide a clear comparison of OS between the paclitaxel
alone control arm and the elesclomol plus paclitaxel treatment arm.

Safety Profile

Elesclomol was well tolerated in this clinical trial. As shown in the table below, the incidence of
any specific high severity adverse event, as reported by investigators, was less than 10%. We believe this
compares favorably with treatments for metastatic melanoma such as the CVD regimen (cisglatin,
vinblastine, and DTIC) or the Dartmouth regimen (DTIC, cisplatin, carmustine, and tamoxifen) that
have reported substantially greater incidences of high severity adverse events. The incidence of such
events that occurred in 2% or more of the patients treated with elesclomol plus paclitaxel was as
follows:

Grade 3 or Higher Adverse Events(1)(2)
Elesclomol + Paclitaxel  Paclitaxel

(N=52) (N=28)
Neutropenia(3) .. ... ...ttt i 4(7.7%) 0(0%)
Back pain .. ... .. o e e e s 2(3.8%) 2(7.1%)
Fatigue . .................. e e e e 2(3.8%) 2(7.1%)
Neuropathy(4) . . .. ..ot e 2(3.8%) 1(3.6%)

(1) As specified in the clinical trial protocol, the patient population for evaluating safety includes only
those patients who received at least one treatment with elesclomol plus paclitaxel or paclitaxel
alone. This represents 80 of the total 81 patients enrolled in the trial.
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(2) Grade refers to the National Cancer Institutz’s Common Terminology Criteria, or CTC, for
adverse events. The CTC are commonly used in cancer clinical trials and are based on-a 5-point
severity scale with the following classifications: mild=1, moderate=2, severe=3, life-threatening=4,
and fatal=35.

(3) Neutropenia is an abnormal decrease in a type of white blood cells.
(4) Neuropathy is abnormal or diminished nerve sensation.

The adverse events seen across all severity grades in this clinical trial were typical of those
expected from paclitaxel alone. The most common adverse events seen in the elesclomol plus paclitaxel
group included fatigue, alopecia, constipation, nausea, hypoaesthesia, arthralgia, insomnia, diarrhea,
and anemia.

Subgroup Analysis by Prior Chemotherapy

Our Phase 2b trial included both patients who had received no prior chemotheraphy and patients
who had received one prior regimen of chemotherapy, in order to help assess which group might
benefit the most and help us design future clinical trials. In the analysis of these groups, we used the
same definition for what type of treatment constitutes prior chemotherapy as is now being used in our
Phase 3 trial. This definition was agreed to with the FDA in our SPA process. Although the prior
chemotherapy subset analysis was performed post hoc and relies upon a relatively small number of
patients, and must therefore be interpreted cautiously, we saw an especially pronounced benefit from
treatment with elesclomol in the group that had not received any prior chemotherapy, also called the
first-line or chemotherapy-naive group. The median PFS more than tripled for first-line patients
randomly assigned to elesclomol plus paclitaxel (N=24; 7.1 months) versus first-line patients randomly
assigned to paclitaxel alone (N=8; 1.8 months). The hazard ratio describing the difference in PFS
between the two groups was 0.315, denoting a 68.5% reduction in the risk of disease progression or
death for first-line patients randomly assigned to elesclomol plus paclitaxel relative to first-line patients
randomly assigned to paclitaxel alone. This difference had a P-value of .019. Based on the encouraging
results for the first-line patient group, we have designed the SYMMETRY Phase 3 trial to enroll only
first-line, chemotherapy-naive metastatic melanoma patients.

The results are illustrated in the table below,

Elesclomol + Paclitaxel
Prior chemotherapy treatment Paclitaxel alone
None
(N=3D) Median PFS 7.1 months 1.8 months
Median OS 15.9 months  10.0 months
-Objective response rate 219%(5/24) 09%(0/8)
One
(N=49) Median PFS ' : 2.8 months 1.8 months
Median OS 9.0 months 7.8 months
Objective response rate 10%(3/29) 5%(1/20)

We also observed that the results for treatment with paclitaxel alone in patients who have received
no prior chemotherapy are comparable to results previously reported for patients treated with DTIC
alone who had received no prior chemotherapy. For example, in a 771-patient, randomized clinical trial
comparing treatment with DTIC versus DTIC plus oblimersen in patients with no prior chemotherapy,
which was published in the Journal of Clinical Oncology in October 2006, the median PFS in patients
who were treated with DTIC alone was 1.6 months.
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Results From the Lead-in, Phase 2a Stage of the Tral

This clinical trial employed a two-stage, lead-in design, with an open-label, single-arm Phas: 2a
stage prior to the commencement of the blinded, randomized, controlled Phase 2b stage. The objective
of the Phase 2a stage was to evaluate the safety of elesclomol plus paclitaxel, determine the
recommended dose level, and to assess whether it demonstrated sufficient activity to warrant further
study. A total of 31 patients were enrolled in this stage, of which 28 were treated at what was
determined to be the elesclomol recommended dose level (213 mg/m?). Of these 28 patients, four
achieved an objective response as assessed by RECIST, and an additional 11 achieved stable disease,
for a total non-progression rate of 15 out of 28 (54%). This met the pre-specified efficacy criteria,
supporting the decision to proceed with enrolling the 81 additional patients for the Phase 2b stage of
the trial. The addition of elesclomol to paclitaxel was well tolerated on the weekly schedule. Mzdian
PFS was 5.2 months and median OS was 13.4 months in the 28 patients that received the 213 mg/m?
dose level.

Our Phase 3 SYMMETRY Trial

Based on the results of our Phase 2b trial, in the third quarter of 2007, we initiated a global,
pivotal Phase 3 clinical trial of elesclomol in first-line, stage 1V melanoma patients called the
SYMMETRY trial. The SYMMETRY trial is being conducted under the terms of an SPA agreement
with the FDA. The SPA process may result in a written agreement between a clinical trial sponsor and
the FDA that the design and planned analyses of the clinical trial is sufficient to support regulatory
approval. The agreement is binding on the FDA unless public health concerns that were not rzcognized
at the time of the protocol assessment become evident. However, the FDA is not obligated to approve
elesclomol as a result of the SPA, even if the clinical outcome is positive. The SYMMETRY trial is
enrolling patients with stage IV metastatic melanoma who have not received prior chemotherapy but
who may have already been treated with non-chemotherapeutic agents such as biologics. Approximately
630 patients will be enrolled in the blinded, randomized, controlled study, which will be conducted at
approximately 150 centers worldwide. Patients will be randomized (1:1) to elesclomol (213 mg/m?) plus
paclitaxel (80 mg/m?) or paclitaxel alone (80 mg/m?) and will receive three weekly treatments and one
week without treatment per each four week cycle. If tolerated, treatment will continue until disease
progression. Patients will be stratified according to lactate dehydrogenase, or LDH, levels (elevated or
normal), M-grade status (Mla/b or Mlc), prior treatment history (zero or one prior regimen with
biologics or other non-chemotherapies), and reason for discontinuation of prior treatment (disease
progression or other). LDH is an enzyme that is normally present throughout the body, but tlood
levels of LDH become elevated when tissue damage occurs. Elevated LDH levels in melanoma patients
are associated with a poorer discase prognosis and a decreased survival rate compared to normal LDH
levels. Similarly, M-grade status is a measure of spread of discase and is considered to be a prognostic
factor for OS in melanoma. By stratifying patients for these prognostic factors in addition to prior
treatment history and reason for discontinuation, the Phase 3 trial design seeks to evenly balance
patients with similar disease status across the treatment and control arms of the trial. Responses will be
assessed using industry standard RECIST criteria at baseline and at a minimum every other cycle, with
radiology scans being assessed by independent, blinded reviewers at a central site.

The control arm treatment, the combination arm treatment, the doses, the schedule, and the
primary endpoint—PFS—are the same as in the Phase 2b trial. This trial increases the total number of
patients enrolled from the prior trial and includes central review of radiology scans, stratification to
ensure balance between treatment arms, and a no-crossover design for facilitating the assessment of
OS. In addition, the SYMMETRY Phase 3 clinical trial is only enrolling patients who have not received
prior chemotherapy, while the prior Phase 2b trial enrolled both chemotherapy-naive patients as well as
patients who received one prior treatment with chemotherapy.
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There are two planned analyses for PFS, which is the primary endpoint of the SYMMETRY
Phase 3 trial:

* An interim analysis to assess safety and non-futility will be conducted by an independent Data
Monitoring Committee.

* The final analysis for PFS will be conducted after two criteria have been satisfied: a prespecified
minimum number of PFS events, approximately 160 events, has occurred and full trial
enrollment has been completed. At the time of the final analysis for PFS, a first interim analysis
will also be performed for OS, a secondary endpoint.

Following the PFS analyses, two additional analyses for OS are planned in the SYMMETRY trial:
a second interim analysis and a final OS analysis.

The SYMMETRY trial has been designecl with at least 90% power to detect a statistically
significant improvement in PFS, as well as 80% power to detect a difference in OS. Projections and
powering assumptions are based on detecting an improvement of three to five months in PFS (hazard
ratio 0.60), and nine to 12 months in OS (hazard ratio 0.75), respectively. These limits correspond to a
minimum of approximately 160 PFS events and 390 OS events. Secondary endpoints in addition to OS
include response rate, clinical benefit rate (defined as complete response, partial response, or stable
disease at 24 weeks), and duration of response.

Additional Clinical Trial Results

We completed a Phase 1 clinical trial of elesclomol in combination with paclitaxel in October 2004.
This clinical trial, which enrolled 35 patients, was designed to assess the safety, pharmacokinetics, and
efficacy of elesclomol with paclitaxel in a broad cancer patient population. The combination of
elesclomol plus paclitaxel was well tolerated, with minimal toxicity attributed to elesclomol at all doses
tested. Partial response or stable disease was observed in several cancer types, including melanoma,
ovarian, Kaposi’s sarcoma, angiosarcoma, parotid gland adenocarcinoma, colorectal, pancreatic and
paraganglioma. In some patients, these cancers had previously progressed to more advanced stages
during treatment with paclitaxel alone.

Based on the promising signs of activity and safety results we observed in our Phase 1 clinical trial,
we initiated Phase 2 clinical trials in malignant melanoma, soft tissue sarcoma, and non-small cell lung
cancer. Together these trials have enrolled approximately 300 patients at over 50 medical centers
throughout the United States and Canada. These trials were designed to assess response rates,
non-progression rates, and PFS, and to further ¢xpand the safety database for elesclomol.

We completed a Phase 2 clinical trial of elesclomol in 84 patients with soft tissue sarcoma in 2005,
the results of which were inconclusive. We designed this two-stage Phase 2 clinical trial to assess activity
based on response rate and non-progression rate, or NPR. This clinical trial utilized a single-arm
design. All patients received weekly treatments of the combination of paclitaxel (80 mg/m?) and
elesclomol (213 mg/m?) for three weeks, followed by one week off-treatment. These four-week cycles
were repeated until the earlier of disease progression, or a minimum of four months. We enrolled
patients with soft tissue sarcoma who had failed at least one prior chemotherapy treatment. In the first
stage, 30 eligible patients were evaluated for objective response or disease stabilization after three
months and met the predefined criteria for expansion of enrollment. Upon completion of the trial, the
Kaplan-Meier estimate of NPR at three months was 35%, with a 95% confidence interval of between
243% and 45.8%. A recent publication by Van Glabbeke et al. proposed a criterion of NPR at three
months >=40% to suggest drug activity in this indication. Given that the observed confidence interval
includes 40%, this result did not definitively establish evidence of clinical activity or lack thereof. The
observed safety profile of elesclomol plus paclitaxel was acceptable. Pending the results of our
SYMMETRY Phase 3 trial of elesclomol in malignant melanoma and further investigation of different
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drug combinations, we may consider future development of elesclomol in sarcoma, based on a different
elesclomol dose, dosing schedule or drug combination regimen.

We completed a Phase 2 clinical trial of elesclomol in 103 patients with non-small cell fung cancer
in 2005. We designed this two-stage trial to compare the effect of a standard first-line lung cancer
combination therapy, paclitaxel and carboplatin, with the effect of this same combination therapy plus
elesclomol. Patients included in this study were diagnosed with either stage 1IIb or stage IV non-small
cell lung cancer and had not received prior chemotherapy. The objective of the first stage, opzn-label
portion was to determine the recommended dose for the second stage. In the second stage, patients
were randomly assigned either to receive elesclomol plus paclitaxel and carboplatin, or to receive
paclitaxel and carboplatin alone. Patients received one treatment of paclitaxel and carboplatin, with or
without elesclomol, every three weeks. These three-week cycles were repeated until the earlier of
disease progression or completion of six cycles. Efficacy was assessed using RECIST, and the primary
endpoint in this clinical trial was time-to-progression. No improvement was observed in
time-to-progression between elesclomol plus paclitaxel plus carboplatin, compared 1o paclitaxel plus
carboplatin. In comparison to patients in our Phase 2b metastatic melanoma trial, patients in this
clinical trial received both a less frequent dose of elesclomol (once every three weeks compared to
once a week for three weeks), and a lower total dose of elesclomol during each monthly cycle
(266 mg/m* compared to 639 mg/m?). Pending the results of our SYMMETRY Phase 3 trial of
elesclomol in malignant melanoma and further investigation of different drug combinations, we may
consider future development of elesclomol in non-small cell lung cancer, based on a different
elesclomol dose, dosing schedule or combination regimen.

Safety Results from all Clinical Trials to Date with Elesclomol

In order to assess the safety profile of elesclomol based on all of the clinical trials completed to
date, we cellected and integrated the adverse event data for all 352 subjects who participated in the six
clinical trials conducted with elesclomol, including the Phase 2b melanoma trial.

Of the 352 subjects in these trials, 298 received the elesclomol plus paclitaxel combination. Of
these 298 subjects, 239 received elesclomol in combination with paclitaxel, and 59 received elesclomol
in combination with paclitaxel and carboplatin. All participating subjects suffered from solid tumor
cancers.

The foltowing table presents the most recent findings of grade 3 or higher adverse events across all
clinical trials that were reported in 23% of subjects in the elesclomol plus paclitaxel treatmént group.

Grade 3 or Higher Adverse Events

Elesclomol plus

Paclitaxel Paclitaxel Alone
(N = 2391} (N = 30)(2)

Neutropenia . .. ... .ot e iy 15 (6%) 0
AMBIMIA ... e e e e e 8 (3%) 1 (3%)
DV 8 (3%) 1 (3%)
Fatigue . .. ... .o e 8 (3%) 2 (7%)
Hyperglycemia ....... ... ... ... ... ....... 8 (3%) 1 (3%)
DYSPNEa . . .o oot e 7 (3%) 1 (3%)
Hypophosphatemia ... ....................... 7 (3%) 1 (3%)
Leukopenia ............. .. 6 (3%) 0
Extremity Pain ............. .. ... . ... 6 (3%) 0

(1) Of the 239 patients, 224 received the same or higher dose of elesclomol plus paclitaxel as we used
in the Phase 2b melanoma trial. Of these 224 patients, 201 patients were on the same once per
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week schedule as in the Phase 2b melanoma trial and 23 patients were on a once every three week
schedule.

(2) Includes the 28 patients in the control arm of the Phase 2b melanoma trial.

Consistent with the results observed in our melanoma Phase 2b trial, there was a smail increase in
observations of neutropenia: 6% of elesclomol plus paclitaxel subjects versus 0% of the paclitaxel alone
subjects. Frequencies of other grade 3 or higher adverse events were similar for the two treatment
groups, and in some cases, occurred at slightly lower frequencies in the elesclomol plus paclitaxel
group. In addition, we did not observe any clinically relevant trends in any of the other hematology,
serum chemistry, or urinalysis testing on these patients.

Frequencies of adverse events of all grades of severity were comparable between the two groups.
Types of adverse events that were reported as occurring in at least 20% of subjects who received
elesclomol plus paclitaxel were as follows, for the combination and for paclitaxel alone, respectively:
asthenic conditions (54% versus 53%), nausea and vomiting symptoms (44% versus 53%), alopecias
(44% versus 53%), musculoskeletal and connective tissue signs and symptoms (36% versus 43%),
edema (27% versus 20%), gastrointestinal atonic and hypomotility disorders (24% versus 30%),
non-infective diarrhea (23% versus 17%), peripheral neuropathies (23% versus 23%), anemias (21%
versus 20%), appetite disorders (21% versus 20%), joint related signs and symptoms (21% versus 10%),
and coughing and associated symptoms (21% versus 27%). Asthenic conditions generally refers to lack
of strength or weakness throughout or in a particular area of the body. Edema is swelling caused by
fluid accumulation in bodily tissues. Gastrointestinal atonic and hypomotility disorders generally refer
to muscle weakness and decreased movement, respectively, in the gastrointestinal tract. Anemia is the
abnormal reduction in red blood cells.

We believe the integrated analysis of adverse event data from all 239 subjects who received the
elesclomol plus paclitaxel combination shows that elesclomol plus paclitaxel was well tolerated and that
the adverse events and laboratory results were similar to those expected for paclitaxel alone.

Elesclomol Mechanism of Action

Elesclomol is a novel, injectable small molecule that we believe rapidly and potently induces the
generation of ROS in cancer cells, increasing the level of oxidative stress in cancer cell and ultimately
leading to cancer cell death by apoptosis (programmed cell death).

ROS is a collective term used to describe chemical species that are produced as byproducts of
normal oxygen metabolism and include superoxide, hydrogen peroxide, and the hydroxyl radical. In
normal cells, ROS are produced at low levels and are effectively neutralized by the cells’ antioxidant
system. In contrast, cancer cells produce elevated levels of ROS due to their increased metabolic
activity, resulting in oxidative stress. Sustained levels of ROS that exceed the cells’ antioxidant capacity
can readily induce cell death by apoptosis. We believe that oxidative stress is one of the most
fundamental differences between cancer cells and normal cells, and that this difference causes cancer
cells to be particularly vulnerable to agents that can selectively elevate ROS.

We believe the evidence that the primary mechanism of action of elesclomol is through induction
of ROS is strong. This evidence includes:

* Gene transcript profiles of cancer cells before versus after application of elesclomol show the
characteristic signatures of an immediate, potent oxidative stress response. This response
includes the rapid induction of heat shock protein genes such as heat shock protein 70, or
Hsp70, metallothioneins, antioxidants, and other stress response genes.

* Direct cellular measurements of specific ROS agents, such as hydrogen peroxide, show strong
time-dependent and dose-dependent induction by elesclomol.

*+ The effects of elesclomol are eliminated by applying antioxidants known to reduce ROS, or
inhibitors that block the generation of ROS.
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Once ROS levels in cancer cells exceed the breaking point, cell death occurs through apoptosis
from the intrinsic mitochondrial pathway. Apoptotic cell death through the mitochondrial pathway
involves the oxidation of cardiolipin, release of cytochrome c from the mitochondria, and ac:ivation of
the caspase cascade. By increasing ROS and activating the intrinsic mitochondrial apoptosis pathway,
we believe that in addition to inducing apoptosis as a single agent, elesclomol can enhance the
anti-cancer activity of other chemotherapeutic agents that act through the same pathway. We: have
shown in preclinical in vivo models that elesclomol significantly enhanced the anti-tumor activity of
paclitaxel, rituximab, and gemcitabine, while adding minimal additional toxicity. These results have been
demonstrated in a variety of animal models of cancer, including breast, lung, lymphoma, colorectal,
cervical carcinoma and melanoma,

Our preclinical safety studies showed that the addition of elesclomol added little or no toxicity to
that seen with paclitaxel alone, and that elesclomol has a relatively high therapeutic index, or margin
between effective dose and toxic dose. We believe that the favorable safety profile that has been
observed preclinically and clinically with elesclomol is due to the pronounced difference between cancer
cells and normal cells in their respective ability to recover from such an increase in oxidative stress.

Elevated oxidative stress is one of the most fundamental features that differentiates cancer cells
from normal cells. By taking advantage of this fundamental difference, we believe elesclomo! offers the
potential for a novel anti-cancer approach that is broadly effective across cancer types in conjunction
with ROS-sensitive chemotherapeutics such as paclitaxel, while maintaining an attractive safety profile.

Additional Cancer Types for Future Clinical Development

Based on the activity seen in a broad range of tumor models in preclinical experiments, and our
understanding of the mechanism of action, which is not specific to melanoma, we believe that
elesclomol has the potential to treat many forms of cancer. We prioritize our clinical development plans
based on a number of criteria, including scientific rationale and degree of unmet medical need. Based
on these criteria, we believe there are several attractive opportunities for the further clinical -
development of elesclomol, including:

* Cancers having elevated levels of ROS. We believe that cancer types having elevated levels of
oxidative stress may be particularly susceptible to the increase in ROS caused by treatinent with
elesclomol. In addition to melanoma, other solid tumor cancer types known to have high levels
of oxidative stress include breast, prostate, ovarian, and pancreatic. Hematologic cancers, such as
leukemias, are also known to have elevated levels of ROS, and may represent attractive
potential development opportunities. o

» Cancers in which we have observed signs of activity of elesclomol in our Phase 1 clinical trigl. In
our Phase 1 clinical trial, partial response or disease stabilization was observed in several cancer
types, including melanoma, ovarian, Kaposi's sarcoma, angiosarcoma, parotid gland
adenocarcinoma, colorectal, pancreatic and paraganglioma. In particular, one patient with a
history of recurrent ovarian cancer had a documented partial response to treatment with
elesclomol plus paclitaxel after having failed multiple prior chemotherapeutic regimens. This
patient received a special protocol exception from the FDA in order to continue on elesclomol
plus paclitaxel beyond the end of the clinical trial and received a total of eight cycles of
treatment. We believe that these cancer types may warrant further exploration.

* Adjuvant treatment of earlier-stage melanoma. Adjuvant therapy with interferon alfa-2b, an
immunotherapy marketed as Intron A by Schering-Plough, is FDA-approved for use following
surgical removal of melanoma to reduce the likelihood of disease recurrence. We believe the
safety profile, the results from our Phase 2b trial in malignant melanoma, and the mechanism of
action of elesclomol suggest exploring usage of elesclomol in-earlier-stage melanoma patients.
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We are evaluating these opportunities with our partner, GSK, and expect to announce plans to
initiate Phase 2 clinical trials in one or more of these indications in 2008.

New Formulations

To date, except for a human bridging study utilizing the salt form of elesclomol, all of our clinical
trials have been conducted using the first formulation of elesclomol that we developed, a free acid
form. We intend to continue to use this formulation in our SYMMETRY Phase 3 clinical trial of
elesclomol for metastatic melanoma, as well as far our initial commercial product if elesclomol is
approved. The free acid form of elesclomol is a powder that is dissolved in the paclitaxel-Cremophor
solution, diluted in a saline infusion bag and co-administered via the same infusion line. In order to use
the free acid form of elesclomol with other oncology products, including taxanes other than paclitaxel,
it must be dissolved in an organic solvent, such as Cremophor, that may cause additional toxicities due
to the presence of the organic solvent.

We have developed a second, water-soluble form of elesclomol, a sodium salt formulation, that
does not require dissolving with an organic solvent such as Cremophor. This sodium salt formuiation
may be more easily used with other taxanes and other oncology products that are formulated differently
than paclitaxel, or potentially used as a single agent without need for an organic solvent. In 2005, we
conducted a human bridging study using this salt form and observed pharmacokinetic equivalence
between the salt and free acid forms of elesclomol. We intend to explore the use of this new salt form
of elesclomol in future clinical trials both as a single agent, and in combination with other anti-cancer
agents. We expect to begin clinical trials with this new salt form in the second half of 2008.

Other Oncology Programs
STA-9090 and Our Hsp90 Inhibitor Program

We are using our internal chemistry and drug optimization expertise in the area of heat shock
proteins to develop novel synthetic small molecule inhibitors of Hsp90 for the treatment of cancer.
STA-9090 is a novel chemical entity that selectively inhibits the activity of Hsp90. This program is
currently in Phase 1 clinical development, with two Phase 1 trials ongoing to explore once- and
twice-a-week dosing regimens, respectively. We intend to initiate a third STA-9090 Phase 1 trial in
hematologic cancers in the second half of 2008.

Hsp90 is a chaperone protein that regulates the folding, stability, and function of numerous
signaling proteins that trigger uncontrolled proliferation in cancer cells. Many of the proteins that ,
require Hsp90 for their folding and activity are kinases that regulate tumor survival, proliferation, and
angiogenesis. These include well-recognized cancer targets such as Ber-Abl, Her2, EGFR, c-Kit, ¢c-Met,
Flt3, and BRAF, which are the targets of approved anti-cancer drugs such as Gleevec, Herceptin,
Tarceva, and Erbitux, all of which are direct inhibitors of these kinase proteins. We believe that
inhibiting kinases indirectly, by disrupting the chaperone activities of Hsp90, provides two advantages:
first, a means to simultaneously attack multiple cancer-promoting kinases; and, second, an ability to kill
tumor cells with mutated kinases that have lost responsiveness to direct kinase inhibitors. Furthermore,
because cancer cells have far greater levels of active Hsp90 than normal cells, we believe that inhibitors
of Hsp90 may selectively halt proliferation of tumor cells and thereby cause cancer cell death.

A number of companies have programs targeting inhibition of Hsp90 for the treatment of various
forms of cancer. Based on results from experiments we conducted in both cell models and preclinical
animal models, we believe that our lead compound, STA-9090, displays substantially higher potency
than competing Hsp90 inhibitors in development. In addition to the higher potency of STA-5090 in
certain cancer types, these experiments also demonstrated that STA-9090 may be active against cancer
cell types for which other Hsp90 inhibitors have not shown activity. We believe these findings suggest a
potential competitive advantage for STA-9090 in treating those cancers. \
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To our knowledge, the Hsp90 inhibitors that are furthest along in clinical development are.
17-AAG, or tanespimycin, and 17-DMAG, or alvespimycin. These compounds are being develcped by
Kosan Biosciences for several cancer types including multiple myeloma, breast cancer, and melanoma.
Recently, Kosan announced that it plans to discontinue development of alvespimycin in favor of
tanespimycin. Both of these compounds are derivatives of the natural product, geldanamycin, and have
been observed to have certain serious side effects, including liver toxicities. In contrast, STA-9090 is a
novel small molecule compound that is not a geldanamycin derivative or analog. In addition, while
17-AAG and 17-DMAG have complex routes of synthesis, STA-9090 has a relatively simple route of
synthesis.

In the figures below we illustrate what we believe are the two key potential advantages of our
Hsp90 inhibitor, STA-9090: improved potency and the activity against cancers that have developed
resistance to kinase inhibitors.

Improved potency. One of the several kinases that we have observed in preclinical testing to be
more sensitive to $TA-9090 than to other Hsp90 inhibitors is c-Kit. c-Kit plays a critical role in several
cancer types including gastrointestinal stromal tumors, or GIST, acute myelogenous leukemia, or AML,
and mastocytomas. The c-Kit gene is often mutated in cancers and can drive uncontrolled cancer cell
proliferation. Inhibition of Hsp90 leads to the degradation and loss of c-Kit. In preclinical testing we
have found that STA-9090 is more effective in causing the loss of c-Kit relative to other Hsp90
inhibitors such as 17-AAG and 17-DMAG. This loss of c-Kit leads to the death of those cancer types
that depend upon c-Kit for their growth and survival. The figure below shows the result of an in vitro
experiment we conducted comparing the activity of STA-9090 against human AML tumor cells with the
two leading Hsp90 inhibitors, 17-AAG and 17-DMAG, and with the Bcer-Abl and c-Kit kinase inhibitor
Gleevec. This figure shows that STA-9090 was 25-fold to 170-fold more effective in tumor cell killing
than these other agents in this experiment, as measured by the ICs, (the dose that killed 5056 of tumor
cells). :
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Activity against cancers that develop resistance to kinase inhibitors. In patients who are treated for
cancers with kinase inhibitors such as Gleevec, an initial period of responding to treatment can be
followed by a relapse, in which the disease rapidly worsens and no longer responds to furtaer treatment
with that kinase inhibitor. This relapse is believed to be due to the appearance of new mutations in the
target kinase. In contrast to direct kinase inhibitors, STA-9090 is an indirect kinase inhibitor that acts
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by inhibiting Hsp90 rather than the kinases themselves. STA-9090 therefore has the potential to be
effective in inhibiting both the original and the mutant kinases. The figure below illustrates this point.
In an in vifro experiment, a tumor cell line with a Gleevec-resistant mutation in c-Kit is no longer killed
by Gleevec. In contrast, STA-9090 demonstrates potent killing of these cells. This figure also shows that
STA-9090 is substantially more potent than the competing Hsp90 inhibitors, 17-AAG or 17-DMAG, in
this model, as with the previous model.
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In addition to the activity shown in cancer cells in the figures above, we have shown that STA-9090
is more potent than 17-AAG in a range of additional cancer cell models as well as in multiple
preclinical animal models of human cancer types including lung, prostaic carcinoma, breast, gastric,
melanoma, lymphoma, multiple myeloma, acute myelogenous leukemia, and chronic myeloid leukemia.

We believe that our preclinical data suggest the potential for using STA-9090 to treat patients
whose cancers have relapsed following treatment with small molecule kinase inhibitors such as Gleevec,
Sutent, or Tarceva. In addition, we believe that knowledge of which cancer-causing proteins are most
susceptible to treatment with STA-9090 will help us to focus our clinical development on cancer types
most likely to respond to treatment with our drug candidate.

STA-9584—Cur Vascular Disrupting Agent

STA-9584 is a novel anti-cancer agent with a dual mechanism of action: STA-9584 disrupts the
vessels feeding tumors, which can choke off the supply of oxygen and nutrients, and, in addition,
STA-9584 directly causes tumor cell death by inhibiting microtubules, which are cellular structures that
play an important role in cell division and proliferation. STA-9584 has demonstrated strong activity in a
range of animal models of human tumors, including prostate, lung, breast, melanoma, and lymphoma.
This program is in preclinical development.

Because rapidly growing cancer cells have a high demand for oxygen and nutrients, tumors cause
new blood vessels to grow in order to supply those needs. Those new vessels differ from normal blood
vessels in that they are fragile and weak, forming disorganized and tortuous networks. We believe that
drugs that disrupt tumor vessels, or tumor vasculature, could therefore starve tumor cells of oxygen and
nutrients, leading to the rapid death of these cells, including tumor cells resistant to other therapies.
Vascular disruption contrasts with anti-angiogenic approaches, such as the proposed mechanism of
action of approved cancer drugs such as Avastin, which inhibit the growth of new tumor blood vessels
but are not believed to affect established tumor vasculature.
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To our knowledge, of the drug candidates in the category of vascular disrupting agents,
combretastatin is one of the most advanced in development. We believe the dual mechanism of action
of STA-9584 represents an important difference from combretastatin, in that STA-9584 both disrupts
tumor vasculature and directly kills tumor cells through inhibiting microtubules. Consistent with this
dual mechanism, we have observed in our preclinical models that STA-9584 causes tumor cell death
throughout the tumor, both at the tumor core and rim, whereas vascular disrupting agents such as
combretastatin cause tumor cell death primarily at the core of tumors, where the demand for oxygen
and nutrients is most pronounced.

We believe the high potency of STA-9584 and acceptable therapeutic index in our preclinical
models make this compound a promising candidate for treatment of a wide range of solid-tumor
cancers. An example of the potency of STA-9584 is shown in the figure below, in which STA-9584 leads
to complete tumor elimination in a preclinical model of prostate cancer. In this preclinical study, PC-3
human prostate cancer cells were implanted subcutaneously into nude mice. Once tumors reached over
100 mm? in size, mice were treated with a placebo control or STA-9584 by intravenous injection once
per week. Three doses of STA-9584 caused the regression of tumors.
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Inflammatory Disease Programs
We have the following two inflammatory disease programs in development:

» Apilimod (STA-5326). Apilimod is our novel, orally administered, small molecule drug candidate
that inhibits the production of the cytokines IL-12 and IL-23, which are believed to be
important regulators of the biological processes underlying certain autoimmune and
inflammatory diseases. We are currently conducting a Phase 2a clinical trial in patients with RA
and sponsoring a Phase 2a clinical trial in patients with CVID. Both the RA and CVID
Phase 2a studies completed initial enroliment. Based on the data we have reviewed to date from
the CVID trial and a strategic review of the apilimod program, we have decided to ccmplete the
ongoing CVID trial, but not to further pursue this indication for apilimod. The preliminary
results of the first 22 patients in the RA trial showed encouraging biomarker and clinical signals
suggesting possible activity of apilimod in this indication. We have elected to enroll an additional
cohort in the RA Phase 2a trial to explore a higher dose of apilimod. We expect to complete
enrollment of this higher dose cohort in the second half of 2008.

s CRAC ion channel inhibitors. We are¢ developing inhibitors of CRAC, ion channels expressed on
immune cells, for the treatment of autoimmune diseases, transplant rejection, asthma, and
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allergy. We have discovered a family of novel, small molecule, orally administered CRAC ion
channel inhibitors that are both selective and highly potent.

Inflammatory Disease Background

Inflammatory diseases are typically caused by aberrant activity of the immune system. The immune
system normally protects the body from injury and infection, but in autoimmune diseases it attacks and
damages the body’s own tissues. Major autoimmune diseases include rheumatoid arthritis, psoriasis,
Crohn’s disease, and multiple sclerosis. Together, these diseases afflict over seven million people in the
United States and over 21 million people worldwide.

Despite the availability of numerous therapeutic options for these diseases, inflammatory diseases
remain major causes of impairment of daily activities, reduced quality of life, significant disability, and
sometimes death. Current therapeutic treatments for chronic inflammatory diseases have the potential
to cause musculoskeletal, endocrinologic, neuralogic, and metabolic side effects, which can limit their
long-term use. The limitations of conventional treatments, together with a growing understanding of the
pathogenesis of inflammatory diseases, have stimulated significant interest in the development of
targeted immune modulators for the management of chronic inflammatory diseases.

Apilimod (§TA-5326) and Our Oral IL-12/23 Inhibitor Program

We believe we have discovered the first oral, small molecule, selective inhibitors of the cytokines
IL-12 and [L-23. The IL-12 cytokine is an important “master switch” that triggers the immune
response of the T cell known as T helper type 1, or T,1. T cells play a critical role in the coordination
of the body’s immune response, and while T,1 cells are normally involved in the body’s defense against
intracellular attack by bacteria and other micro-organisms, an overactive T, 1 response can lead to
various autoimmune or inflammatory diseases including Crohn’s disease, psoriasis, RA, multiple
sclerosis, and CVID. The IL-23 cytokine is critical to the generation of the T cells which produce other
pro-inflammatory proteins believed to be important to maintaining the immune response. We believe
that the Phase 2 clinical trial results observed with anti-1L.-12/23 antibody therapies validate the
inhibition of IL-12/23 activity as a promising approach for the treatment of inflammatory and
autoimmune diseases.

We have conducted or sponsored 11 Phase 1 and Phase 2 clinical trials with our lead compound,
apilimod, also designated STA-5326, or its salt form, apilimod mesylate, also designated STA-5326m.
Our blinded, randomized clinical trials for apiliomd in Crohn’s disease and psoriasis did not achieve
their primary endpoints, and the preliminary data we have seen from the open label Phase 2a CVID
trial do not demonstrate a high degree of clinical benefit. Following a strategic review of this program,
we decided not to pursue further development of apilimod in these indications at this time. Our
biomarker study in RA showed promising signs of act1v1ty, and we have elected to enroll an additional
cohort to explore a higher dose of apilimod.

We believe that the collective evidence from our trials and from trials with other agents that target
IL-12 and IL-23 show that this mechanism represents a promising therapeutic approach. Based on our
data, we believe that the pharmaceutical properties of our first-generation compound may not be
optimal for treating these indications. Pending the results from our RA study, we may elect to pursue
such indications in the future with other compounds that offer improved pharmaceutical properties.

Rheumatoid Arthritis

RA is a chronic autoimmune disease that is primarily characterized by joint synovial inflammation
that can lead to long-term joint damage, chronic pain, loss of function and disability. Over two million
people suffer from the disease in the United States. We are currently conducting a randomized,
placebo-controlled Phase 2a clinical trial of apilimod in RA patients with moderate to severe disease.
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All patients in this clinical trial are to be treated with methotrexate, a commonly used drug to treat
RA, in addition to receiving either apilimod or placebo. The primary endpoint of this trial is based on
an assessment of markers of inflammation in joint tissue after four to eight weeks of treatment. We
believe that tissue assessments will provide an objective measure that will allow conclusions regarding
potential efficacy to be based on a smaller number of patients. The preliminary results of the first 22
patients in this trial showed encouraging biomarker and clinical signals suggesting activity of apilimod
in this indication. We have elected to enroll an additional cohort in the RA Phase 2a trial to explore a
higher dose of apilimod. We expect to complete enrollment of this additional cohort in the second half
of 2008.

Psoriasis

Psoriasis is a chronic, inflammatory skin disorder that is characterized by thickened, red areas of
skin that are covered with scales. The area of skin affected can range from discrete, localized patches,
to extensive areas of the body. The joints, nails, and mucous membranes may also be affected by the
disease. Chronic plaque psoriasis is the most common form of psoriasis. This disease involves the
formation of plaques, which are circular-to-oval, elevated, and often scaly skin lesions that contain
swollen blood vessels and infiltrating immune cells. Affected areas are characterized by itching,
swelling, and pain, all of which can impair daily activities and sleep.

We conducted two complementary Phase 2 clinical trials of apilimod for the treatment of moderate
to severe chronic plaque psoriasis. In each of these trials patients were treated for 12 consecutive
weeks. One psoriasis trial was an open-label Phase 2a clinical trial designed to assess the biolog/cal
response to apilimod through histological studies of skin biopsies. While the data showed signs of
activity, as assessed both histologically and clinically, strong clinical benefit was not demonstrate:d.
Another psoriasis trial was a double-blind, randomized, placebo-controlled, multicenter Phase 2t
clinical trial of 212 patients. Despite observing a difference between apilimod and placebo, the primary
endpoint of the trial was not achieved, and the magnitude of clinical benefit did not warrant
advancement into Phase 3 clinical trials at the doses and with the formulation tested.

Crohn’s Disease

Crohn’s disease is a chronic inflammatory bowel disease characterized by inflammation at pcints
throughout the length of the gastrointestinal, or digestive, tract. Symptoms can be severe and include
abdominal pain, frequent diarrhea and intestinal bleeding. In addition, patients with Crohn’s discase
may experience malnutrition and an increased risk of colorectal cancer.

We initiated three Phase 2 clinical trials in moderate-to-severe Crohn’s disease: a 73-patient
Phase 2a clinical trial, a planned 282-patient Phase 2b clinical trial and a planned 12-patient biomarker
trial. The Phase 2a clinical trial was an open-label, dose-escalating study to assess the safety,
pharmacokinetics, and efficacy of apilimod. In this trial, a capsule formulation containing the free base
form of apilimod was studied. Promising signs of activity were observed. In the Phase 2b study, we
switched formulation to a tablet containing the mesylate form of apilimod. This Phase 2b study was a
double-blind, randomized, placebo-controlled, multicenter clinical trial with two treatment arms and
one placebo arm. As specified in the protocol, an interim analysis was performed after half the paiients
expected to be enrolled in the trial had completed treatment. This analysis indicated a low likelihood of
achieving the primary endpoint in the trial, and thus, the Phase 2b and biomarker trials were
terminated at that point.

CRAC Ion Channel Inhibitors

Ton channels have proven to be very attractive targets for small molecule drug development.
Examples of successful ion channel modulating drugs include Norvasc, which is marketed by Pfizer for
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the treatment of hypertension, and Ambien, which is marketed by Sanofi-Aventis for the treatment of
insomnia. [on channel modulators developed to date target channels on excitable cells, which are cells
that transmit electrical signals, such as muscle cells and nerve cells, and have been primarily developed
for treating cardiac or central nervous system conditions. While ion channels in excitable cells are
involved in the electrical signaling of those cells, ion channels are also known to play an important role
in the signaling pathways and function of certain non-excitable cell types, such as immune cells.

We are developing small molecule inhibitors of CRAC, ion channels expressed on immune cells.
The CRAC ion channel is the primary route for calcium entry into T cells and mast cells. Calcium
entry regulates multiple immune cell processes, including T cell proliferation and cytokine secretion,
which are important for initiating and sustaining an inflammatory immune response. The relevance of
inhibiting this biological pathway has been validated by the clinical and market success of the
calcineurin inhibitors, cyclosporin and tacrolimus, in treating autoimmune diseases and transplant
rejection. The calcineurin inhibitors, however, act on both immune and non-immune cell types and
have substantial toxicities. By more selectively inhibiting the same biological pathway, therapies that
inhibit CRAC ion channeis offer the potential of modulating the immune system with fewer toxicities.
Such therapies may hold promise for treating immune disorders such as RA, psoriasis, multiple
sclerosis, transplant rejection, allergy, or asthma.

We have discovered a family of novel, small molecule, orally administered CRAC ion channel
inhibitors that are both selective and highly potent. We have demonstrated in preclinical experiments
that these compounds inhibit the production by immune cells of multiple critical pro-inflammatory
cytokines, such as IL-1, IL-2, IL-6, and TNFa, which are critical to immune disorders such as RA and
transplant rejection. We have also demonstrated that some of these compounds inhibit mast cell
degranulation and the release of histamines, which .is believed to be important for the treatment of
allergy and asthma. We have shown that our compounds are effective in multiple animal models of
immune diseases, including models of arthritis. This program is in the lead optimization stage.

Our Drug Discovery Capabilities

Our drug discovery approach is based on the close integration and rapid cycle times among our
chemistry, biology, and pharmaceutical development groups. Drug candidates are typically identified
using novel chemical structures from our chemical compound library in cell-based assays that are
designed to preserve the complexity of biological signaling. Early in vivo testing and a rapid
optimization process allow us to generate a high number of promising leads from our screening hits,
improve the profiles of our compounds, and, in some cases, discover novel pathways or mechanisms of
action with the potential to define entirely new categories of treatment.

Our approach integrates the following capabilities and resources:

* Unigue chemical compound library. Our chemical library contains over 100,000 small molecules
and numerous plant extracts collected from universities, non-profit institutions, other
organizations, and commercial sources. Many of cur compounds are proprietary and not
available from commercial sources. This library represents a diverse and distinct set of chemical
structures that was not generated using combinatorial chemistry and continues to be a valuable
source of lead copounds for drug discovery. We are continuing our compound collection
efforts. In addition, for each of our discovery programs we build focused libraries dedicated to
particular drug targets. We have modeled the three-dimensional structure of most of our
compounds, allowing us to use computer-based, or in silico, screening to identify new drug
candidates.

* Broad set of screening assays. We have high throughput screening capabilities linked to our
chemical library that facilitate the rapid identification of new drug candidates. We have
developed a wide variety of biochemical and cell-based in vitro assays designed to identify
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promising compounds for treating cancer, immune disorders and other diseases, whick form the
basis of our initial screening efforts. In addition to assays for identifying new compounds, we
have also developed assays we use for early optimization of safety and pharmacokinetic
properties.

* Robust in vivo testing capabilities. 'We have substantial in vivo testing facilities that we use for
evaluating the safety, efficacy, and pharmaceutical properties of our compounds, including
absorption, distribution, metabolism, elimination, and toxicology properties. These facilities are
equipped for detailed experimental measurements and surgical tasks, such as the rodent
microsurgery we use for sophisticated toxicology assessments. We have experience with a wide
range of animal models of disease, including multiple models in cancer, inflammatory diseases
and metabolic diseases. We believe the ability to complete early testing of compounds in vivo,
internally and without dependencies on third parties, is a valuable advantage in our ability to
rapidly optimize the pharmaceutical properties of our most promising compounds.

 Multi-functional chemistry capabilities. We possess a full range of chemistry capabilities, including
medicinal chemistry, analytical chemistry, physical chemistry, process development and
computational chemistry. Our approach to medicinal chemistry applies the rigorous exploration
of permutations of biologically active molecular components to optimize lead compounds. Our
in-house process development capability of characterizing and specifying manufacturing
processes for our compounds allows us to reduce dependencies on third parties and is an
important advantage in our ability to successfully commercialize our drug candidates.

* Methods for novel target elucidation and validation. Our scientists use expression profiling, RNA
interference, affinity purification, proteomics, electrophysiology, and other methods to identify
the therapeutic intervention points of novel, promising compounds.

Manufacturing

QOur drug candidates and preclinical compounds are small molecules that can be readily
synthesized by processes that we have developed. Utilizing our medicinal chemistry and process
development capabilities, we have developed manufacturing processes to produce the active
pharmaceutical ingredient, or API, for our drug candidates. We also have the internal capatility to
synthesize small molecule compounds in quantities of up to several hundred grams for use in our
preclinical studies, including proof-of-concept studies in animal models, early pharmacokinetic assays,
initial toxicology studies, and formulation development. We currently contract with third parties for the
synthesis of all materials used in our clinical trials and rely on third party manufacturers for the supply
of our drug candidates in bulk quantities and for the production of suitable dosage forms.

The starting materials and reagents required for synthesizing our drug candidates and preclinical
compounds are commercially available from multiple sources. We have established a quality control and
quality assurance program, including a set of standard operating procedures, analytical methods, and
specifications, designed to ensure that our drug candidates are manufactured in accordance with the
FDA's current Good Manufacturing Practices, or cGMP, and other applicable domestic and foreign
regulations. We have selected manufacturers that we believe comply with cGMP and other applicable
regulatory standards. We do not currently expect to manufacture cGMP material internally for our
clinical trials nor undertake the commercial scale manufacture of our drug candidates after approval.
We are discussing with our current suppliers and other third party manufacturers the long-term supply
and manufacture of these and other drug candidates we may develop.

Elesclomol Manufacturing

We are currently working with two contract manufacturers to produce elesclomol in its free acid
form, which is the API that is being used in the SYMMETRY Phase 3 clinical trial of elesclomol for
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metastatic melanoma. We intend to use one of these manufacturers as the primary supplier of
elesclomol APT and the other as a backup API manufacturer for the SYMMETRY trial and other
clinical trials of elesclomol that we may initiate. We have contracts with each of these manufacturers to
produce elesclomol API in quantities we believe will be sufficient for our current clinical trial needs,
and we believe that they have already successfully produced elesclomol API in the quantities and to the
specifications needed for the SYMMETRY Phase 3 trial. If additional API is required and the primary
manufacturer we choose to provide elesclomol API should become unavailable to us for any reason, we
believe the backup manufacturer will be able to provide us with sufficient elesclomol API with little or
no delays. If both of these manufacturers should become unavailable, we believe that there are a
number of potential replacements, as our processes are not technically complex nor manufacturer-
specific. However, we may incur some added cost and delay in identifying or qualifying such
replacements, including delays associated with transferring the process to the new manufacturer and
conducting API manufacturing runs.

We are using several different manufacturers for various process steps in the preparation of
elesclomol drug product. Although we believe that most of these steps are routine and can be
accomplished by other possible manufacturers, the powder filling step involves highly specialized
processing, including the automated filling of vials with ¢lesclomol API in a sterile environment, We
believe that our selected manufacturer for this step may be one of a limited number of third party
contract manufacturers currently capable of conducting this process on our behalf. We have entered
into an agreement with this third-party manufacturer for the SYMMETRY Phase 3 clinical trial of
elesciomol for metastatic melanoma and other manufacturing runs required for NDA submission to the
FDA,

Under the terms of our agreement with GSK, GSK is responsible for commercial manufacturing of
elesclomol API and drug product.

Sales and Marketing

We currently have limited marketing, sales or distribution capabilities. In order to commercialize
any of our drug candidates, we must develop these capabilities internally or through collaboration with
third parties. In selected therapeutic areas where we feel that any approved products can be
commercialized by a specialty sales force that calls on a limited and focused group of physicians, we
currently plan to participate in the commercialization of these drug candidates. In therapeutic areas
that require a large sales force selling to a large and diverse prescribing population, we currently plan
to partner our drug candidates for commercialization.

In our partnership with GSK, we have retained rights to co-commercialize and co-promote cur
lead oncology drug candidate, elesclomol, in the United States. While the primary diagnosing physicians
for melanoma are dermatologists and primary care physicians, care of patients with metastatic
melanoma is referred to oncologists, surgical oncologists and dermatological oncologists. In the United
States, oncology is a highly concentrated specialty, with approximately 650 community cancer programs
and oncology private practices and approximately 9,000 oncologists in private practice. We believe this
concentration of target physicians can be effectively addressed by a relatively small specialty sales force.

We have begun to build the commercial infrastructure necessary to bring elesclomol to market in
collaboration with our partner, GSK. In addition to a specialty sales force, sales management, internal
sales support, and an internal marketing group, we will need to establish capabilities to manage key
accounts, such as managed care organizations, group purchasing organizations, specialty pharmacies,
and government accounts including Veterans Affairs and the Department of Defense. Outside the
United States, GSK has exclusive rights to commercialize elesclomol.
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Competition

The development and commercialization of new drugs is highly competitive. We will face:
competition with respect to all drug candidates we may develop or commercialize in the future from
pharmaceutical and biotechnology companies worldwide. The key competitive factors affecting the
success of any approved product will be its efficacy, safety profile, price, method of administiation and
level of promotional activity. The efficacy and safety profile of our drug candidates relative to
competitors will depend upon the results of our clinical trials and experience with the approved product
in the commercial marketplace. ' '

Elesclomol. If approved for the treatment of metastatic melanoma, elesclomol may com.pete with:

« Drugs that are approved by the FDA for the treatment of metastatic melanoma. Currently, in
the United States, there are only two drugs approved for the treatment of metastatic melanoma:
dacarbazine/DTIC and the injectable protein IL-2. In addition, interferon alfa-2b, also an
injectable protein, is the only drug approved for use as an adjuvant to surgery to prevent relapse
of melanoma.

s Drugs that are not approved for the treatment of metastatic melanoma, but are used off-label
either alone or in combination to treat the disease, including taxanes, temozolomide, vincristine,
carmustine, melphalan, and platinum-chemotherapeutics, such as cisplatin and carboplatin.

» Compounds in development for metastatic melanoma. Compounds in clinical development may
be grouped into six categories: (1) the kinase inhibitors such as Nexavar, being developed by

. Bayer and Onyx; Sutent, being developed by Pfizer; and ispinesib, being developed by
Cytokinetics and GSK; (2) the anti-CTLA-4 monoclonal antibodies, ipilimumab and
tremelumimab; (3) the anti-integrin volociximab; (4) injectable angiogenesis inhibitors, such as
Avastin; (5) cancer vaccines such as M-Vax and MDX-1379; and (6) derivatives, analogs, or
reformulations of known chemotherapies, such as Abraxane, or other chemotherapies.

Apilimod.  1f approved, apilimod is expected to compete against the currently approved rherapies
for the treatment of chronic inflammatory diseases, including:

« large-molecule, injectable TNF-antagonists, including: Remicade, marketed by Johnson &
Johnson; Enbrel, marketed by Amgen and Wyeth Pharmaceuticals; and Humira, marketed by
Abbott Laboratories; and

* broadly immunosuppressive small molecule agents including corticosteroids and azathicprine.

Apilimod may also compete with CNTO-1275 currently in clinical trials and ABT-874 currently
awaiting approval, two injectable antibody-based clinical candidates targeting IL-12 that are being
developed by Johnson & Johnson and Abbott Laboratories, respectively. We expect that as an oral,
small molecule drug, apilimod may prove competitive relative 1o current and future biologic therapies
in manufacturing costs and convenience of administration. We are not aware of any orally adriinistered,
selective inhibitors of IL-12 production in clinical trials. Other novel, oral agents in development for
inflammatory diseases represent potential competition to apilimod. These include chemokine inhibitors,
oral fumarates, and calcineurin inhibitors.

STA-9090. If approved, STA-9090 may compete against the currently approved therapies for the
treatment of cancers and other cancer treatments currently under development. In particular, STA-9090
may compete with 17-AAG, .being developed by Kosan, and other agents that inhibit Hsp90, including
Hsp90 inhibitors from Medimmune/Infinity, Biogenldec, Novartis/Vernalis, Pfizer/Serenex, and Astex.

STA-9584. 1f approved, STA-9584 may compete with the currently approved therapies for the
treatment of cancers, and other cancer treatments currently under development, including other
vascular disrupting agents, such as ABT-751, being developed by Abbott Laboratories; AS1404, being
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developed by Novartis/Antisoma; CA4F, being developed by Oxigene; EXEL-0999, being developed by
Exelixis; and ZD6126, being developed by Angiogene.

Many of our potential competitors have substantially greater financial, technical, and personnel
resources than us. In addition, many of these competitors have significantly greater commercial
infrastructures. Our ability to compete successfully will depend largely on our ability to leverage our
experience in drug discovery, development and commercialization to:

* discover and develop medicines that are superior to other products in the market;
* attract high-quality scientific, product development, and commercial personnel,

* obtain patent and/or prOpri-etary protection for our medicines and technologies;

* obtain required regulatory approvals;

* selectively commercialize certain drug candidates in indications treated by specialist physicians;
and '

* selectively partner with pharmaceutical companies in the development and commercialization of
certain drug candidates.

Patents and Proprietary Rights

Our success depends in part on our ability to obtain and maintain proprietary protection for our
drug candidates, technology, and know-how, to operate without infringing on the proprietary rights of
others, and to prevent others from infringing our proprietary rights. Our policy is to seek to protect our
proprietary position by, among other methods, filing U.S. and foreign patent applications related to our
proprietary technology, inventions, and improvements that are important to the development of our
business. We also rely on trade secrets, know-how, continuing technotogical innovation, and in-licensing
opportunities to develop and maintain our proprietary position.

As of March 14, 2008, our patent portfolio had a total of 602 patents and patéent applications
worldwide, including specific patent filings with claims to the composition-of-matter and methods of use
of elesclomol and apilimod. We own or have exclusively licensed a total of 23 issued U.S. patents and
94 U.S. patent applications, as well as 485 foreign counterparts to these patents and patent
applications. With respect to elesclomol, we have two issued U.S. patents that claim the chemical
structure of elesclomol that expire no earlier than 2022. Both of these issued U.S. patents also claim
related chemical structures, pharmaceutical compositions, and methods for treating a subject with
cancer. In addition, we have filed several U.S. patent applications that have the potential to extend the
patent life of elesclomol, including U.S. patent applications claiming aspects of the treatment regimen
for metastatic melanoma which, if issued, would expire no earlier than 2026. We have also filed a U.S.
patent application claiming the salt form of elesclomol which, if issued, would expire no earlier than
2025.

With respect to apilimod, we have two issued U.S. patents that claim the chemical structure of
apilimod and methods for treating specific disorders using apilimod, respectively. These patents expire
no earlier than 2021.

We have pending U.S. patent applications covering compositions-of-matter, methods of treatment
and other aspects of our STA-9090, STA-9584 and our CRAC ion channel program, The patent term of
our U.S. patents may potentially be extended under applicable law or regulations, such as the Patent
Term Restoration Act. Counterpart filings to these patents and patent applications have been made in a
number of other jurisdictions, including Europe and Japan.

We have also in-licensed various technologies to complement our ongoing clinical and research
programs. These licenses generally extend for the term of the related patent and contain customary




royalty, termination, and other provisions. We have license agreements with Beth Israel Deaconess
Medical Center and The Queen’s Medical Center, Inc. that provide us with the exclusive commercial
right to certain patent filings made by Beth Israel and Queen’s Medical in the field of ion channels. We
do not believe that these license agreements are currently material to our business. We have =xclusive
license rights to a patent filing made by Dana-Farber Cancer Institute covering combinations of
ingredients that could potentially relate to our elesclomol/taxane combination therapy, should such
patent claims issue. We would owe nominal royalty payments to Dana-Farber if any of the claims which
ultimately issue under a patent or that are pending in an application from this patent filing cover a
commercial product. We also have a non-exclusive license to a U.S. patent assigned to Columbia
University that could potentially cover a possible aspect of the elesclomol mechanism. This license is
not royalty bearing unless we include specific mechanism language on the label of any approved
product, in which case a nominal royalty would be owed.

Government Regulation and Product Approval

Government authorities in the United States, at the federal, state and local level, and other
countries extensively regulate, among other things, the research, development, testing, manufacture,
labeling, packaging, promotion, storage, advertising, distribution, marketing and export and import of
products such as those we are developing, Qur drugs must be approved by the FDA through the NDA
process before they may be legally marketed in the United States.

United States Government Regulation

NDA Approval Processes

In the United States, the FDA regulates drugs under the Federal Food, Drug and Cosmetic Act, or
the FDCA, and implementing regulations. Failure to comply with the applicable U.S. requirements at
any time during the product development process, approval process or after approval, may subject an
applicant to administrative or judicial sanctions. These sanctions could include:

= the FDA’s refusal to approve pending applications;

* license suspension or révocation;

* withdrawal of an approval;

* a clinical hold;

* warning letters;

* product recalls;

» product seizures;

* total or partial suspension of production or distribution; or
* injunctions, fines, civil penalties or criminal prosecution.

Any agency or judicial enforcement action could have a material adverse effect on us. The process of
obtaining regulatory approvals and the subsequent substantial compliance with appropriate federal,
state, local, and foreign statutes and regulations require the expenditure of substantial time and
financial resources.

The process required by the FDA before a drug may be marketed in the United States generally
involves the following:

» completion of preclinical laboratory tests according to Good Laboratory Practices;

+ submission of an IND, which must become effective before human clinical trials may begin;

29




* performance of adequate and well-controlled human clinical trials according to Good Clinical
Practices to establish the safety and efficacy of the proposed drug for its intended use;

* submission to the FDA of an NDA;

* satisfactory completion of an FDA inspection of the manufacturing facility or facilities at which
the product is produced to assess compliance with current ¢cGMP, to assure that the facilities,
methods and controls are adequate to preserve the drug’s identity, strength, quality and purity;
and

* FDA review and approval of the NDA.

Once a pharmaceutical candidate is identified for development, it enters the preclinical testing
stage. Preclinical tests include laboratory evaluations of product chemistry, toxicity and formulation, as
well as animal studies. An IND sponsor must submit the results of the preclinical tests, together with
manufacturing information and analytical data, to the FDA as part of the IND. Some preclinical or
nonclinical testing may continue even after the IND is submitted. In addition to including the results of
the preclinical studies, the IND will also include a protocol detailing, among other things, the objectives
of the clinical trial, the parameters to be used in monitoring safety and the effectiveness criteria to be
evaluated if the first phase lends itself to an efficacy determination. The IND automatically becomes
effective 30 days after receipt by the FDA, unless the FDA, within the 30-day time period, specifically
places the sponsor on clinical hold. In such a case, the IND sponsor and the FDA must resolve any
outstanding concerns before clinical trials can begin,

All clinical trials must be conducted under the supervision of one or more qualified investigators in
accordance with good clinical practice regulations. These regulations include the requirement that all
research subjects provide informed consent. Further, an institutional review board, or IRB, at each
institution participating in the clinical trial must review and approve the plan for any clinical trial
before it commences at that institution. Each new clinical protocol must be submitted to the FDA as
part of the IND. Progress reports detailing the results of the clinical trials must be submitted at least
annually to the FDA and more frequently if serious adverse events occur,

Human clinical trials are typically conducted in three sequential phases that may overlap or be
combined:

* Phase 1. The drug is initially introduced into healthy human subjects or patients with the disease
and tested for safety, dosage tolerance, pharmacokinetics, pharmacodynamics, absorption,
metabolism, distribution and elimination. In the case of some products for severe or
life-threatening diseases, especially when the product may be too inherently toxic to ethically
administer to healthy volunteers, the initial human testing is often conducted in patients.

* Phase 2. Involves studies in a limited patient population to identify possible adverse effects and
safety risks, to preliminarily evaluate the efficacy of the product for specific targeted diseases
and to determine dosage tolerance and optimal dosage.

* Phase 3. Clinical trials are undertaken to further evaluate dosage, clinical efficacy and safety in
an expanded patient population at geographically dispersed clinical study sites. These studies are
intended to establish the overall risk-benefit ratio of the product and provide, if appropriate, an
adequate basis for product labeling.
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Phase 1, Phase 2, and Phase 3 testing may not be completed successfully within any specified -
period, if at all. The FDA or the sponsor may suspend a clinical trial at any time on various grounds,
including a finding that the research subjects or patients are being exposed to an unacceptable health
risk. In addition, an IRB can suspend or terminate approval of a clinical trial at its institutions for
several reasons, including if the clinical trial is not being conducted in accordance with the IRB’s
requirements or if the drug has been associated with unexpected serious harm to patients.

During the development of a new drug, sponsors are given an opportunity to meet with the FDA
at certain points. These points are prior to submission of an IND, at the end of Phase 2, and before an
NDA is submitted. These meetings can provide an opportunity for the sponsor to share information
about the data gathered to date, for the FDA to provide advice, and for the sponsor and FDA. to reach
agreement on the next phase of development. Sponsors typically use the end of Phase 2 meeting to
discuss their Phase 2 clinical results and present their plans for the pivotal Phase 3 clinical trial that
they believe will support approval of the new drug. If a Phase 2 clinical trial is the subject of cliscussion
at an end of Phase 2 meeting with the FDA, a sponsor may be able to request a SPA, the purpose of
which is to reach agreement with the FDA on the design of the Phase 3 clinical trial protocol design
and analysis that will form the primary basis of an efficacy claim. If such an agreement is reached, it
will be documented and made part of the administrative record, and it will be binding on the FDA
unless public health concerns unrecognized at the time of protocol assessment are evident, and may not
be changed except under a few specific circumstances.

Concurrent with clinical trials, companies usually complete additional animal studies and raust also
develop additional information about the chemistry and physical characteristics of the drug anc. finalize
a process for manufacturing the product in accordance with cGMP requirements. The manufacturing
process must be capable of consistently producing quality batches of the drug candidate and ths
manufacturer must develop methods for testing the quality, purity and potency of the final drugs.
Additionally, appropriate packaging must be selected and tested and stability studies must be conducted
to demonstrate that the drug candidate does not undergo unacceptable deterioration over-its shelf-life.

The results of product development, preclinical studies and clinical studies, along with descriptions
of the manufacturing process, analytical tests conducted on the chemistry of the drug, results of
chemical studies and other relevant information are submitted to the FDA as part of an NDA
requesting approval to market the product. The submission of an NDA is subject to the payment of
user fees, but a waiver of such fees may be obtained under specified circumstances. The FDA rzviews
all NDAs submitted before it accepts them for filing. It may request additional information rather than
accept a NDA for filing. In this event, the NDA must be resubmitted with the additional information.
The resubmitted application also is subject to review before the FDA accepts it for filing.

Once the submission is accepted for fiting, the FDA begins an in-depth review. The FDA may
refuse to approve an NDA if the applicable regulatory criteria are not satisfied or may require
additional clinical or other data. Even if such data are submitted, the FDA may ultimately decice that
the NDA does not satisfy the criteria for approval. The FDA reviews an NDA to determine, among
other things, whether a product is safe and effective for its intended use and whether its manufz cturing
is cGMP-compliant to assure and preserve the product’s identity, strength, quality and purity. Before
approving an NDA, the FDA will inspect the facility or facilities where the product is manufactured
and tested. '

Satisfaction of FDA requirements or similar requirements of state, local and foreign regulatory
authorities typically takes at least several years and the actual time required may vary substantially,
based upon, among other things, the indication and the type, complexity and novelty of the product.
Government regulation may delay or prevent marketing of potential products for a considerable period
of time and impose costly procedures upon our activities. Success in early stage clinical trials does not
assure success in later stage clinical trials. Data obtained from clinical activities are not always
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conclusive and may be susceptible to varying interpretations, which could delay, limit or prevent
regulatory approval. The FDA may not grant approval on a timely basis, or at all. Even if a product
receives regulatory approval, the approval may be significantly limited to specific diseases and dosages
or the indications for use may otherwise be limited, which could restrict the commercial application of
the product. Further, even after regulatory approval is obtained, later discovery of previously unknown
problems with a product may result in restrictions on the product or even complete withdrawal of the
product from the market. Delays in obtaining, or failures to obtain, regulatory approvals for any drug
candidate could substantially harm our business and cause our stock price to drop significantly. In
addition, we cannot predict what adverse governmental regulations may arise from future U.S. or
foreign governmental action.

Expedited Review and Approval

The FDA has various programs, including Fast Track, priority review, and accelerated approval,
that are intended to expedite or simplify the process for reviewing drugs, and/or provide for approval
on the basis of surrogate endpoints. Even if a drug qualifies for one or more of these programs, we
cannot be sure that the FDA will not later decide that the drug no longer meets the conditions for
qualification or that the time period for FDA review or approval will be shortened. Generally, drugs
that may be eligible for these programs are those for serious or life-threatening conditions, those with
the potential to address unmet medical needs, and those that offer meaningful benefits over existing
treatments. Fast Track designation applies to the combination of the product and the specific indication
for which it is being studied. Although Fast Track and priority review do not affect the standards for
approval, the FDA will attempt to facilitate early and frequent meetings with a sponsor of a Fast Track
designated drug and expedite review of the application for a drug designated for priority review. Drugs
that receive an accelerated approval may be approved on the basis of adequate and well-controlled
clinical trials establishing that the drug product has an effect on a surrogate endpoint that is reasonably
likely to predict clinical benefit or on the basis of an effect on a clinical endpoint other than survival or
irreversible morbidity. As a condition of approval, the FDA may require that a sponsor of a drug
receiving accelerated approval perform post-marketing clinical trials. We have applied for and received
Fast Track designation from the FDA for elesclomol for the treatment of metastatic melanoma.
However, there can be no assurance that elesclomol will be reviewed or approved more expeditiously
than would otherwise have been the case.

Patent Term Restoration and Marketing Exclusivity

Depending upon the timing, duration and specifics of FDA approval of the use of our drugs, some
of our U.S. patents may be eligible for limited patent term extension under the Drug Price Competition
and Patent Term Restoration Act of 1984, referred to as the Hatch-Waxman Amendments, The Hatch-
Waxman Amendments permit a patent restoration term of up to five years as compensation for patent
term lost during product development and the FDA regulatory review process. However, patent term
restoration cannot extend the remaining term: of a patent beyond a total of 14 years from the product’s
approval date. The patent term restoration period is generally one-half the time between the effective
date of an IND, and the submission date of an NDA, plus the time between the submission date of an
NDA and the approval of that application. Only one patent applicable to an approved drug is eligible
for the extension and the extension must be applied for prior to expiration of the patent. The United
States Patent and Trademark Office, in consuitation with the FDA, reviews and approves the
application for any patent term extension or restoration. In the future, we intend to apply for
restorations of patent term for some of our currently owned or licensed patents to add patent life
beyond their current expiration date, depending on the expected length of clinical trials and other
factors involved in the submission of the relevant NDA.
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Market exclusivity provisions under the FDCA also can delay the submission or the approval of
certain applications. The FDCA provides a five-year peried of non-patent marketing exclusivity within
the United States to the first applicant to gain approval of an NDA for a new chemical entity. A drug
is a new chemical entity if the FDA has not previously approved any other new drug containing the
same active moiety, which is the molecule or ion responsible for the action of the drug substance.
During the exclusivity period, the FDA may not accept for review an abbreviated new drug application,
or ANDA, or a 505(b)(2) NDA submitted by another company for another version of such drug where
the applicant does not own or have a legal right of reference to all the data required for approval.
However, an application may be submitted after four years if it contains a certification of patent
invalidity or non-infringement. The FDCA also provides three years of marketing exclusivity for an
NDA, 505(b)(2) NDA or supplement to an existing NDA if new clinical investigations, other than
bioavailability studies, that were conducted or sponsored by the applicant are deemed by the FDA to
be essential to the approval of the application, for example, for new indications, dosages, or strengths
of an existing drug. This three-year exclusivity covers only the conditions associated with the new
clinical investigations and does not prohibit the FDA from approving ANDAs for drugs containing the
original active agent. Five-year and three-year exclusivity will not delay the submission or approval of a
full NDA; however, an applicant submitting a full NDA would be required to conduct or obtain a right
of reference to all of the preclinical studies and adequate and well-controlled clinical trials necessary to
demonstrate safety and effectiveness.

Orphan Drug De.;"ignation

Under the Orphan Drug Act, the FDA may grant orphan drug designation to drugs in"ended to
treat a rare disease or condition, which is generally a disease or condition that affects fewer than
200,000 individuals in the United States, or more than 200,000 individuals in the United States and for
which there is no reasonable expectation that the cost of developing and making available in the
United States a drug for this type of disease or condition will be recovered from sales in the United
States for that drug. Orphan drug designation must be requested before submitting an NDA. After the
FDA grants orphan drug designation, the identity of the therapeutic agent and its potential orphan use
are disclosed publicly by the FDA. Orphan drug designation does not convey any advantage in or
shorten the duration of the regulatory review and approval process.

If a product that has orphan drug designation subsequently receives the first FDA approval for the
disease for which it has such designation, the product is entitled to orphan product exclusivity, which
means that the FDA may not approve any other applications to market the same drug for the same
indication, except in very limited circumstances, for seven years. Orphan drug exclusivity, however, also
could block the approval of one of our products for seven years if a competitor obtains approval of the
same drug as defined by the FDA or if our drug candidate is determined to be contained within the
competitor’s product for the same indication or discase.

We have been granted orphan drug designation from the FDA for elesclomol for the ireatment of
metastatic melanoma and plan to apply for orphan drug designation for other elesclomol indications
and for other drug candidates that meet the criteria for orphan designation. We may not be awarded
orphan drug status for elesclomol in indications other than melanoma or for any of our other drug
candidates or indications. In addition, obtaining FDA approval to market a product with orphan drug
exclusivity may not provide us with a material commercial advantage.

Pediatric Exclusivity

Section 505A of the FDCA, as amended by the FDA Amendments Act of 2007, permits certain
drugs to obtain an additional six months of exclusivity, if the sponsor submits information requested in
writing by the FDA, or a Written Request, relating to the vse of the drug in children. The FDA may
not issue a Written Request for studies on unapproved or approved indications or where it determines
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that information relating to the use of a drug in a pediatric population, or part of the pediatric
population, may not produce health benefits in that population,

We have not requested or received a Writtenn Request for such pediatric studies, although we may
ask the FDA to issue a Written Request for such studies in the future. To receive the six-month
pediatric market exclusivity, we would have to receive a Written Request from the FDA, conduct the
requested studies in accordance with a written agreement with the FDA or, if there is no written
agreement, in accordance with commonly accepted scientific principles, and submit reports of the
studies. The FDA will accept the reports upon its determination that the studies were conducted in
accordance with and are responsive to the original Written Request or commonly accepted scientific
principles, as appropriate, and that the reports comply with the FDA's filing requirements. The FDA
may not issue a Written Request for such studies or accept the reports of the studies.

Post-approval Requirements

Once an approval is granted, the FDA may withdraw the approval if compliance with regulatory
standards is not maintained or if problems occur after the product reaches the market. After approval,
some types of changes to the approved product, such as adding new indications, manufacturing changes
and additional labeling claims, are subject to further FDA review and approval. In addition, the FDA
may require testing and surveillance programs to monitor the effect of approved products that have
been commercialized, and the FDA has the power to prevent or limit further marketing of a product
based on the results of these post-marketing programs.

Any drug products manufactured or distributed by us pursuant to FDA approvals are subject to
continuing regulation by the FDA, including, among other things:

* record-keeping requirements;

* reporting of adverse experiences with the drug;

* providing the FDA with updated safety and efficacy information;

* drug sampling and distribution requiremenis;

* notifying the FDA and gaining its approval of specified manufacturing or labeling changes;
* complying with certain electronic records and signature requirements; and

*» complying with FDA promotion and advertising requirements.

Drug manufacturers and their subcontractors are required to register their establishments with the
FDA and some state agencies, and are subject to periodic unannounced inspections by the FDA and
some state agencies for compliance with ¢cGMP and other laws.

We rely, and expect to continue to rely, on third parties for the production of clinical and
commercial quantities of our products. Future FDA and state inspections may identify compliance
issues at the facilities of our contract manufacturers that may disrupt production or distribution, or
require substantial resources to correct.

From time to time, legislation is drafted, introduced and passed in Congress that could significantly
change the statutory provisions governing the approval, manufacturing and marketing of products
regulated by the FDA. In addition, FDA regulations and guidance are often revised or reinterpreted by
the agency in ways that may significantly affect our business and our products. It is impossible to
predict whether legislative changes will be enacted, or FDA regulations, guidance or interpretations
changed or what the impact of such changes, if any, may be.
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Foreign Regulation

In addition to regulations in the United States, we will be subject to a variety of foreign
regulations governing clinical trials and commercial sales and distribution of our products. Whether or
not we obtain FDA approval for a product, we must obtain approval by the comparable regulatory
authorities of foreign countries before we can commence clinical trials or marketing of the product in
those countries. The approval process varies from country to country and the time may be lcnger or
shorter than that required for FDA approval. The requirements governing the conduct of clinical trials,
_ product licensing, pricing and reimbursement vary greatly from country to country.

Under European Union regulatory systems, we may submit marketing authorization apglications
either under a centralized or decentralized procedure. The centralized procedure, which is compulsory
for medicines produced by biotechnology or those medicines intended to treat AIDS, cancer,
neurodegenerative disorders, or diabetes and optional for those medicines which are highly innovative,
provides for the grant of a single marketing authorization that is valid for all European Union member
states. The decentralized procedure provides for mutual recognition of national approval decisions.
Under this procedure, the holder of a national marketing authorization may submit an application to
the remaining member states. Within 90 days of receiving the applications and assessments report each
member state must decide whether to recognize approval. If a member state does not recognize the
marketing authorization, the disputed points are eventually referred to the European Comir.ission,
whose decision is binding on all member states.

As in the United States, we may apply for designation of a product as an orphan drug for the
treatment of a specific indication in the European Union before the application for marketing
authorization is made. Orphan drugs in Europe enjoy economic and marketing benefits, including up to
10 years of market exclusivity for the approved indication unless another applicant can show that its
product is safer, more effective or otherwise clinically superior to the orphan-designated product.

Reimbursement

Sales of pharmaceutical products depend in significant part on the availability of third-party
reimbursement. Third-party payors include government health administrative authorities, managed care
providers, private health insurers and other organizations. We anticipate third-party payors will provide
reimbursement for our products. However, these third-party payors are increasingly challenzing the
price and examining the cost-effectiveness of medical products and services. In addition, significant
uncertainty exists as to the reimbursement status of newly approved healthcare products. We may need
to conduct expensive pharmacoeconomic studies in order to demonstrate the cost-effectiveniess of our
products. Our product candidates may not be considered cost-effective. It is time consuming and
expensive for us to seek reimbursement from third-party payors. Reimbursement may not te available
or sufficient to allow us to sell our products on a competitive and profitable basis.

The passage of the Medicare Prescription Drug, Improvement, and Modernization Act of 2003, or
the MMA, imposes new requirements for the distribution and pricing of prescription drugs for
Medicare beneficiaries, and includes a major expansion of the prescription drug benefit under a new
Medicare Part D. Medicare Part D went into effect on January 1, 2006. Under Part D, Medicare
beneficiaries may enroll in prescription drug plans offered by private entities which will provide
coverage of outpatient prescription drugs. Part D plans include both stand-alone prescription drug
benefit plans and prescription drug coverage as a supplement to Medicare Advantage plani. Unlike
Medicare Part A and B, Part D coverage is not standardized. Part D prescription drug plan sponsors
are not required to pay for all covered Part D drugs, and each drug plan can develop its own drug
formulary that identifies which drugs it will cover and at what tier or level. However, Part D
prescription drug formularies must include drugs within each therapeutic category and class of covered
Part D drugs, though not necessarily all the drugs in each category or class. Any formulary used by &
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Part D prescription drug plan must be developed and reviewed by a pharmacy and therapeutic
committee.

It is not clear what effect the MMA will have on the prices paid for currently approved drugs and
the pricing options for new drugs approved after January 1, 2006. Government payment for some of
the costs of prescription drugs may increase demand for products for which we receive marketing
approval. However, any negotiated prices for our products covered by a Part D prescription drug plan
will likely be lower than the prices we might otherwise obtain. Moreover, while the MMA applies only
to drug benefits for Medicare beneficiaries, private payors often follow Medicare coverage policy and
payment limitations in setting their own payment rates. Any reduction in payment that results from the
MMA may result in a similar reduction in payments from non-governmental payors.

We expect that there will continue to be a number of federal and state proposals to implement
governmental pricing controls and limit the growth of healthcare costs, including the cost of
prescription drugs. At the present time, Medicare is prohibited from negotiating directly with
pharmaceutical companies for drugs. However, Congress is currently considering passing legistation that
would lift the ban on federal negotiations. While we cannot predict whether such legislative or
regulatory proposals will be adopted, the adoption of such proposals could have a material adverse
effect on our business, financial condition and profitability.

In addition, in some foreign countries, the proposed pricing for a drug must be approved before it
may be lawfully marketed. The requirements governing drug pricing vary widely from country to
country. For example, the European Union provides options for its member states to restrict the range
of medicinal products for which their national health insurance systems provide reimbursement and to
control the prices of medicinal products for human use. A member state may approve a specific price
for the medicinal product or it may instead adopt a system of direct or indirect controls on the
profitability of the company placing the medicinal product on the market. There can be no assurance
that any country that has price controls or reimbursement limitations for pharmaceutical products will
allow favorable reimbursement and pricing arrangements for any of our products.

Employees

We believe that our success will depend greatly on our ability to identify, attract, and retain
capable employees. As of March 14, 2008, we had 175 full time employees, including a total of
70 employees who hold M.D. or Ph.D. degrees. 135 of our employees are primarily engaged in research
and development activities, and 40 are primarily €ngaged in general and administrative activities. Our
employees are not represented by any collective bargaining unit, and we believe our relations with our
employees are good.

Company Histery and Available Information

We commenced operations in July 2001. In September 2002, we acquired Principia Associates, Inc.,
which had previously acquired Shionogi BioResearch Corp., a U.S.-based drug discovery subsidiary of
the Japanese pharmaceutical company, Shionogi & Co., Ltd. In this acquisition, we acquired a unique
chemical compound library, an integrated set of drug discovery capabilities, and a pipeline of preclinical
and research programs. Since 2002, we have 'been advancing these programs into later stages of
development; discovering and developing additional drug candidates; and expanding our management
and scientific teams and capabilities to support more advanced stages of drug development and
commercialization.

Our principal executive offices are located at 45 Hartwell Avenue, Lexington, Massachusetts 02421,
and our telephone number is (781) 274-8200. Our website address is www.syntapharma.com. The
information contained on our website is not incorporated by reference into, and does not form any part
of, this Annual Report on Form 10-K. We have included our website address as a factual reference and
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do not intend it to be an active link to our website. Our trademarks include Synta Pharmaceuticals, our
corporate logo, SYMMETRY and the SYMMETRY logo. Other service marks, trademarks and trade
names appearing in this Annual Report on Form 10-K are the property of their respective owners. Our
Annual Reports on Form 10-K, Quarterly Reports on Form 10-Q, Current Reports on Form 8-K, and
all amendments to those reports, are available free of charge through the Investors section of our
website as soon as reasonably practicable after such materials have been electronically filed with, or
furnished to, the Securities and Exchange Commission. :

Item 1A. RISK FACTORS

If any of the following risks occurs, our business, business prospects, financial condition, results of
operations, or cash flows could be materially harmed.

Risks Related to Our Financial Position and Need for Additional Capital

We have incurred significant losses since our inception, and we expect to incur losses for the foresceable future
and may never reach profitability.

Since inception we have incurred significant operating losses and, as of December 31, 2007, we had
an accumulated deficit of $300.1 million. We expect to continue to incur significant operating expenses
and capital expenditures and anticipate that our expenses and losses will increase substantially in the
foreseeable future as we:

* complete the SYMMETRY trial, our pivotal Phase 3 clinical trial of elesclomol for the treatment
of metastatic melanoma that was initiated in the third quarter of 2007 and potentially initiate
Phase 2 clinical trials of elesclomol in additional cancer types;

* begin to perform and fund pre-commercialization activities, and establish sales and marketing
functions and commercial manufacturing arrangements for elesclomol, consistent witk. our
obligations under our collaborative development, commercialization and license agreement, or
the GSK Agreement, with GlaxoSmithKline, or GSK;

* complete the current Phase 2a clinical trial of apilimod for the treatment of rheumatnid arthritis,
or RA and possibly initiate Phase 2 clinical trials of apilimod in additional inflammatory disease
indications;

« initiate additional Phase 3 clinical trials of elesclomot and one or more Phase 3 clinical trials of
apilimod, if supported by Phase 2 results;

» complete the Phase 1 clinical trials of STA-9090 that were initiated in the fourth quarter of 2007,
initiate additional Phase 1 trials and initiate any later-stage clinical trials, if supported by
Phase 1 results;

« complete preclinical development of STA-9584 and initiate clinical trials, if supportec! by positive
preclinical data;

» advance our CRAC ion channel inhibitor program into clinical trials, if supported by positive
preclinical data;

« discover, develop, and seek regulatory approval for backups of our current drug candlidates and
other new drug candidates;

» identify additional compounds or drug candidates and acquire rights from third parties to those
compounds or drug candidates through licenses, acquisitions or other means;

« commercialize any approved drug candidates;

« hire additiona!l clinical, scientific, and management personnel; and
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+ add operational, financial, and management information systems and personnel.

We must generate significant revenue to achieve and maintain profitability. Even if we succeed in
developing and commercializing one or more of our drug candidates, we may not be able to generate
sufficient revenue and we-may never be able to achieve or maintain profitability.

Our operating history may make it difficult to evaluate the success of our business to date and to assess our
Juture viability.

We commenced operations in July 2001 and are a development-stage company. Our operations to
date have been limited to organizing and staffing our company, acquiring, developing, and securing our
technology, and underiaking preclinical studies and clinical trials of our drug candidates. We have not
yet demonstrated an ability to obtain regulatory approval, formulate and manufacture a commercial-
scale product, or conduct sales and marketing activities necessary for successful product
commercialization. Consequently, any predictions about our future success or viability may not be as
accurate as they could be if we had a longer operating history or had previously discovered, developed,
andfor commercialized an approved product.

If we fail to obtain the capital necessary to fund our operations, we will be unable to successfully develop and
commercialize our lead drug candidates.

Although we have raised substantial capital 10 date, we may require additional capital in order to
complete clinical development and commercialize our drug candidates, elesclomol, apilimod, STA-9090,
and STA-9584, and to conduct the research and development and clinical and regulatory activities
necessary to bring other drug candidates to market. We initiated the SYMMETRY trial, our global,
pivotal Phase 3 clinical trial of elesclomol for the treatment of metastatic melanoma, in the third
quarter of 2007, and we expect the remaining costs necessary for the new drug application, or NDA,
submission, including the cost of the clinical trial, clinical drug supplies, registration manufacturing and
regulatory activities necessary to compile the NDA submission, together with the costs of related
nonclinical toxicology and other testing to support the trial, will be in the range of $60 million to
$70 million. We may not have sufficient capital, however, to fully fund certain other activities, including
activities related to the continued clinical development of our other lead drug candidates and
advancement of our other programs. Our future capital requirements will depend on many factors that
are currently unknown to us, including:

* our ability to fulfill our obligations and otherwise maintain our agreement with GSK;

* the progress and results of the SYMMETRY trial, our global, pivotal Phase 3 clinical trial of
clesclomol for the treatment of metastatic melanoma that was initiated in the third quarter of
2007;

* the progress and results of any additional Phase 2 clinical trials of elesclomol in other cancer
types we may initiate;

* the costs of performing and funding pre-commercialization activities, and establishing sales and
marketing functions and commercial manufacturing arrangements for elesclomol, consistent with
our obligations under our agreement with GSK;

* the progress and results of the current Phase 2a clinical trial of apilimod for the treatment of
RA and any future Phase 2 clinical trials we may initiate for other inflammatory disease
indications;

* the progress and results of any additional Phase 3 clinical trials of elesclomol in other cancer
types and any Phase 3 clinical trials of apilimod we may initiate in the future based on the
results of Phase 2 clinical trials;
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the progress and results of our Phase 1 clinical trials of STA-3090 initiated in the fourth quarter
of 2007, any additional Phase 1 clinical trials of STA-9090 and any later-stage clinical trials we
may initiate in the future based on the results of the Phase 1 clinical trials;

the results of our preclinical studies and testing of STA-9584 and our CRAC ion char.nel
inhibitor program, and our decision to initiate clinical trials, if supported by the preclinical
results;

the costs, timing, and outcome of regulatory review of elesclomol, apilimod, STA-9090 and our
preclinical drug candidates;

the scope, progress, results, and cost of preclinical development, clinical trials, and regulatory
review of any new drug candidates we may discover or acquire;

the costs of preparing, filing, and prosecuting patent applications and maintaining, enforcing,
and defending intellectual property-related claims;

our ability to establish additional strategic collaborations and licensing or other arrangements on
terms favorable to us;

the costs to satisfy our obligations under potential future collaborations; and

the timing, receipt, and amount of sales or royalties, if any, from elesclomol, apilimod,
STA-9090, STA-9584, and our other potential products.

Our funding requirements will depend on a number of factors, including:

the progress of our research and development programs, including the completion of preclinical
studies and clinical trials for our current drug candidates and the results from these studies and
trials;

the number of drug candidates we advance into later-stage clinical trials and the scope of our
research and development programs;

our ability to discover additional drug candidates using our drug discovery technology and
advance them into clinical development;

the costs involved in preparing, filing, prosecuting, maintaining and enforcing patent claims for
our drug discovery technology and drug candidates and avoiding infringing the intellectual
property of others;

the time and costs involved in obtaining regulatory approvals for our drug candidates;

our ability to establish and maintain collaborative arrangements, including our agreement with
GSK;

the potential in-licensing of other products or technologies or the acquisition of complementary
businesses;

the cost of manufacturing, marketing and sales activities, if any; and

the timing, receipt and amount of revenue, if any, from our drug candidates.

There can be no assurance that additional funds will be available when we need them on terms
that are acceptable to us, or at all. If adequate funds are not available on a timely basis, we may be
required to:

terminate, significantly modify or delay our research and development programs;

reduce our planned commercialization efforts; or
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* obtain funds through collaborators that may require us to relinquish rights to our technologies
or drug candidates that we might otherwise seek to develop or commercialize independently.

Based on our current operating plans, we expect our existing funds to be sufficient to fund
operations through at least 2008. Payment to us by GSK of milestones for our operational progress and
achievement of certain success criteria leading to the approval by the FDA of elesclomol for the
treatment of metastatic melanoma could extend our cash availability, as could payments of milestones
in connection with the development of elesclomol in other cancer indications and achievement of
certain net sales thresholds. Based on our current operating plans, we expect to receive between
$40 million and $50 million in operational progress milestone payments, under our agreement with
GSK, in 2008. However, our operating plans may change as a result of many factors currently unknown
to us, and we may need additional funds sooner than planned. In addition, we may seek additional
capital due to favorable market conditions or strategic considerations even if we believe we have
sufficient funds for our current or future operating plans.

Raising additional capital may cause dilution to existing stockholders, restrict our operations or require us to
relinguish rights.

We may seek the additional capital necessary to fund our operations through public or private
equity offerings, debt financings, and collaborative and licensing arrangements. To the extent that we
raise additional capital through the sale of equity or convertible debt securities, existing stockholders’
ownership interests will be diluted and the terms may include liquidation or other preferences that
adversely affect their rights as a stockholder. Pursuant to the terms of our collaboration with GSK,
GSK may, subject to our agreement, purchase up to $45 million of our common stock in two separate
tranches upon the future achievement of specified development and regulatory milestones. In the first
tranche, GSK would be obligated, at our sole discretion, to purchase $25 million of our common stock.
In the second tranche, which is subject to agreement by both GSK and us, GSK would purchase
$20 million of our common stock. The per share purchase price under each tranche is at a specified
premium. Debt financing, if available, may involve agreements that include covenants limiting or
restricting our ability to take specific actions such as incurring additional debt, making capital
expenditures, or declaring dividends. If we raise additional funds through collaboration and licensing
arrangements with third partics, we may have to relinquish valuable rights to our technologies or drug
candidates, or grant licenses on terms that are not favorable to us.

Risks Related to the Development and Regulatory Approval of Qur Drug Candidates

Our success is largely dependent on the success of our lead drug candidate, elesclomol, as well as our other
drug candidates, and we cannot be certain that we will be able to obtain regulatory approval for or
successfully commercialize any of these drug candidates,

We have invested a significant portion of our time and financial resources in the development of
our lead drug candidate, elesclomol, for the treatment of cancer. We have also invested a significant
amount of time and financial resources in the development of our other drug candidates, apilimod,
STA-9090 and STA-9584. We anticipate that our success will depend largely on the receipt of regulatory
approval and successful commercialization of these drug candidates. The future success of these drug
candidates will depend on several factors, including the following:

* our ability to provide acceptable evidence of their safety and efficacy;

* receipt of marketing approval from the Food and Drug Administration, or FDA, and any similar
foreign regulatory authorities;

* successful formulation of an efficacious and commercially viable form of apilimod;
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* obtaining and maintaining commercial manufacturing arrangements with third-party
manufacturers or establishing commercial-scale manufacturing capabilities;

« establishing an internal sales force or collaborating with pharmaceutical companies or contract
sales organizations to market and sell any approved drug; and

« acceptance of any approved drug in the medical community and by patients and third-party
payors.

Many of these factors are beyond our control. Accordingly, there can be no assurance that we will ever
be able to generate revenues through the sale of an approved product.

If we do not obtain the required regulatory approval, we will be unable to market and sell our drug
candidates.

Elesclomol, apilimod, STA-9090, STA-9584, and any other drug candidates we may discover or
acquire and seck to commercialize are subject to extensive governmental regulations relating to
development, clinical trials, manufacturing, and commercialization. Rigorous preclinical testing and
clinical trials and an extensive regulatory approval process are required to be successfully completed in
the United States and in many foreign jurisdictions before a new drug can be sold. Satisfaction of these
and other regulatory requirements is costly, time consuming, uncertain, and subject to unant:cipated
delays. The time required to obtain approval by the FDA is unpredictable but typically exceeds five
years following the commencement of clinical trials, depending upon the complexity of the drug
candidate. We initiated clinical development of elesclomol, apilimod and STA-9090 in 2002, 2003 and
2007, respectively, and thus far, these drug candidates have been studied in only a relatively small
number of patients. We initiated the SYMMETRY trial, our global, pivotal Phase 3 clinical trial of
elesclomol for the treatment of metastatic melanoma, in the third quarter of 2007. Apilimod is
currently in Phase 2a clinical trials for the treatment of RA. We initiated two Phase 1 clinical trials of
STA-9090 in the fourth guarter of 2007. STA-9584 is in preclinical development.

We have limited experience in conducting and managing the clinical trials necessary to obtain
regulatory approvals, including approval by the FDA. In connection with the clinical trials of
elesclomol, apilimod, $TA-9090 and STA-9584 and any other drug candidate we may seek to develop in
the future, we face risks that:

* the drug candidate may not prove to be efficacious;

« the dosing of the drug candidate in a particular clinical trial may not be at an optimal level (for
example, we are uncertain whether the Phase 2 clinical trial results for elesclomol in sarcoma
and non-small cell lung cancer and Phase 2 clinical trial results for apilimod in psoriasis and
Crohn’s disease were the result of suboptimal dosing amounts and/or dosing schedules);

+ patients may die or suffer other adverse effects for reasons that may or may not be related to
the drug candidate being tested;

« the results may not confirm the positive results of earlier clinical trials; and

« the results may not meet the level of statistical significance required by the FDA or orher
regulatory agencies for marketing approval.

Of the large number of drugs in development, only a small percentage result in the subrnission of
an NDA to the FDA and even fewer are approved for commercialization. Furthermore, even if we do
receive tegulatory approval to market a commercial product, any such approval may be subject to
limitations on the indicated uses for which we may market the product.
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We will need to demonstrate the safety and efficacy of elesclomol in one or more Phase 3 clinical trials in
order to obtain FDA approval for use in the treatment of metastatic melanoma, and there can be no
assurance that elesclomol will achieve positive results in further clinical testing.

Positive results in early clinical trials of a drug candidate may not be replicated in later clinical
trials. A number of companies in the pharmaceutical and biotechnology industries have suffered
significant setbacks in late-stage clinical trials even after achieving promising results in earlier-stage
development. Although our Phase 2b clinical trial of elesclomol for the treatment of metastatic
melanoma achieved the primary endpoint of increasing progression-free survival, or PFS, there can be
no assurance that the SYMMETRY trial, our global, pivotal Phase 3 trial for the treatment of
metastatic melanoma, will achieve positive results. A number of factors could contribute to a lack of
positive results in the SYMMETRY trial. For example, in our Phase 2b clinical trial, the majority of
patients had been treated with prior chemotherapy, whereas our SYMMETRY trial will enroll only
patients who have received no prior treatment with chemotherapy. In addition, the clinical investigators
involved in the Phase 2b clinical trial used their judgment to determine when a patient’s melanoma had
progressed, using the criteria defined in the trial protocol and, among other factors, either CT or
magnetic resonance imaging scans of a patient’s tumors. In some past clinical trials by other companies
involving similar subjective judgments, it has been reported that the variation among clinical trial sites
in determining progression contributed to positive results. In the SYMMETRY trial, we will use a
single centralized radiological reading center to review all patient scans, which could cause the results
of our SYMMETRY trial to differ from those observed in our Phase 2b clinical trial.

In the SYMMETRY trial, we will seek to stratify, or evenly allocate to each trial arm, patients
having certain strong prognostic factors, such as ¢levated lactate dehydrogenase, or LDH, levels.
However, we may not be able to effectively stratify all such prognostic factors evenly. Although we
found that patients with elevated LDH were evenly distributed between the elesclomol plus paclitaxel
arm and the paclitaxel control arm in our Phase 2b clinical trial, we noted that the M-grade
distribution of patients was uneven. M-grade is a measure of the degree of metastasis, or spread of the
disease. In our Phase 2b clinical trial, 53% of the patients in the elesclomol plus paclitaxel group were
classified by the clinical investigator as Mlc, the most advanced stage of metastatic melanoma,
compared to 75% in the paclitaxel alone group. However, we believe that M-grade distribution between
the treatment and control arms did not impact the positive results of that trial. The median PFS for
Mlc patients who received elesclomol plus paclitaxel was 3.7 months versus 1.8 months for Mlc
patients who received paclitaxel alone. This result suggests a PFS benefit regardless of M-grade status
of the patient. Further, a statistical analysis that we conducted evaluating the impact of multiple
variables, including L.LDH levels, liver metastases and M-grade classification, showed that, firstly,
investigator-reported M-grade was not a prognostic factor in this study, and secondly, that the M-grade
distribution between the two arms did not contribute to the positive outcome of this clinical trial.
Furthermore, published results from historical trials show that the degree of metastasis may not be
prognostic for PFS, although it appears to be prognostic for OS, as described, for example, in the
recent Korn et al. paper. Despite these analyses, however, we cannot provide complete assurance that
the M-grade distribution did not have an impact on the Phase 2b trial results or that if evenly
distributed in a future trial, that the clinical trial results would not be altered. We also recently
analyzed the Phase 2b data in a post hoc fashion by each patient’s prior chemotherapy status. The
median PFS for chemotherapy-naive patients who received elesclomol plus paclitaxel (N=24) was
7.1 months versus 1.8 months for chemotherapy-naive patients assigned to the paclitaxel control arm
(N=8). We noted that patients who had at least one prior chemotherapy had a lesser PFS benefit:
elesclomol plus paclitaxel (N=29) versus paclitaxel alone (N=20) of 2.8 months versus 1.8 months
median PFS, respectively. We have selected chemotherapy-naive patients only as the population for our
Phase 3 clinical trial and therefore, do not expect these differences to negatively impact the likelihood
of success of our Phase 3 trial. However, we can give no assurances that the Phase 2b trial results were
not influenced by these differences.
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If we do not receive positive results in our SYMMETRY trial, we may not be able to obtain
regulatory approval or commercialize elesclomol for this indication and our development of ¢lesclomol
for other indications may be delayed or cancelled. .
Even if our SYMMETRY trial of elesclomol for the treatment of metastatic melanoma achieves the primary
endpoint of increasing PFS, the FDA may not find the increase to be clinically meaningful or the FDA might
still require us to establish an overall survival benefit prior to registration.

The primary endpoint of our recently-completed Phase 2b clinical trial of elesclomol for treating
metastatic melanoma was PFS, and PFS is also the primary endpoint of our global, pivotal Phase 3
SYMMETRY trial of elesclomol for the treatment of metastatic melanoma. PFS, which measures for
each patient the time from assignment to a treatment group until the carlier of tumor progression or
death, is an endpoint that the FDA and/or its Oncologic Drug Advisory Committee, or ODAC, have
previously indicated may be acceptable for registration in metanoma and other cancer types in clinical
trials by other companies. However, no therapy for the treatment of melanoma has been approved to
date based on a PFS endpeint. In our initial meeting and later discussions with the FDA on the design
of our SYMMETRY trial for elesclomol, the FDA accepted our use of PFS as the primary endpoint in
this trial and overall survival, or OS, as the secondary endpoint, although the FDA noted that the
magnitude of an increase in PFS would need to be clinically meaningful in order to suppor: approval of
elesclomol based on the PFS endpoint. We can give no assurances, however, that the FDA or any other
regulatory body will not require a different primary endpoint, such as OS, or additional efficacy
endpoints for registration. If the FDA requires a different or any additional efficacy endpoints, we may
be required to conduct larger or longer Phase 3 clinical trials than currently planned to achieve a
statistically significant result to enable approval of elesclomol for the treatment of metastatic
melanoma.

Further, we applied to the FDA for Special Protocol Assessment, or SPA, of the SYMMETRY
trial of elesclomol for the treatment of metastatic melanoma. The SPA process may result in a written
agreement between a clinical trial sponsor and the FDA that the design and planned analyses of the
clinical trial will support regulatory approval, unless public health concerns unrecognized at the time of
the protocol assessment become evident. Following discussions with the FDA, we received a response
letter stating that the FDA has completed its review of our SPA application and has determined that
the design and planned analyses of our study adequately address the objectives necessary to support a
regulatory submission. However, the approval decision may be made based on a number of factors,
including the degree of clinical benefit, and the FDA is not obligated to approve elesclomol as a result
of the SPA, even if the clinical outcome is positive. Therefore, we cannot provide assurance that
positive results in the SYMMETRY trial will be sufficient for FDA approval of elesclomol.

In addition, in order to detect a statistically significant result in our SYMMETRY trial for the
primary endpoint of PFS, we believe that we will need to enroll and evaluate between 250 and 300
patients. However, based on our communications with the FDA and our medical advisors, we intend to
use OS as a secondary endpoint, and estimate that we will need to enroll approximately 630 patients to
detect a statistically significant benefit in this endpoint. We plan to conduct the final analysis for the
PFS primary endpoint after two criteria have been satisfied: a prespecified minimum number of PFS
events have occurred and full enrollment has been completed. Although we do not currently expect any
delay in the availability of the PFS results beyond that point, there can be no assurance tha- future
discussions with the FDA will not result in further delay of the analysis or in the release of this data. In
addition, even if the SYMMETRY trial shows statistically and clinically meaningful benefits in the PFS
primary endpoint, the FDA may decide to wait to réview data relative to the OS secondary endpoint
before considering elesclomol for approval. In our Phase 2b trial of elesclomol for metastatic
melanoma, during a post-hoc analysis of patients as originally randomized, we noted an improvement in
median OS for patients randomized to the elesclomol plus paclitaxel arm (median OS = 119 months)

43




as compared to those patients randomized to the paclitaxel alone arm (median OS = 7.8 months), but
the difference did not achieve statistical significance. Although we are encouraged by the improvement
in OS we observed in our Phase 2b clinical trial of elesclomol for metastatic melanoma, we note that
OS was not a pre-defined endpoint of that trial, the analysis we performed was not prospectively
defined and the results might have been influenced by a number of confounding factors, including the
cross-over design of the trial, prior treatments and further treatments received following treatment on
our trial. We can give no assurance that we will obtain positive OS data in the SYMMETRY trial that
are sufficient to achieve the secondary endpoint of the trial, or establish an OS benefit trend at all. If
the FDA were to approve elesclomol based on the data from the PFS endpoint and the results of the
OS secondary endpoint are not positive, the FDA may limit the use of elesclomol or even withdraw it
from the market.

If the FDA requires additional clinical data prior to registration, we may need to conduct more, larger or
longer Phase 3 clinical trials than currently planned.

Prior to approving a new drug, the FDA typically requires that the efficacy of the drug be
demonstrated in two double-blind, controlled studies. In light of the unmet medical need in metastatic
melanoma and the results of our Phase 2b clinical trial, we believe that we will be required to conduct
only a single Phase 3 clinical trial of elesclomol. However, the FDA has indicated that the trial must
provide compelling evidence of clinically meaningful benefit in order to warrant consideration for
marketing approval, and the FDA has noted that a trial that is merely statistically positive may not
provide sufficient evidence to support an NDA filing or approval of a drug candidate. If the FDA
determines that the results of our SYMMETRY trial do not have a clinically meaningful benefit, or if
the FDA requires us to conduct additional Phase 3 clinical trials of elesclomol prior to seeking
approval, we will incur significant additional development costs and commercialization of ¢lesclomol
may be prevented or delayed.

If the current formulation and method of administering elesclomol is not commercially feasible, we may not be
able to commercialize elesclomol without reformulation and conducting additional clinical trials.

To date, other than a human bridging study of a salt form of elesclomol, all of our clinical trials
have been and are being conducted using the free acid form of elesclomol, which we intend to continue
to use in our clinical trials planned for 2008, as well as in our initial commercial product. Because this
free acid form of elesclomol is not water soluble, prior to administration, it must be dissoclved in an
organic solvent. In the completed Phase 2b clinical trial in metastatic melanoma, this was achieved by
combining the elesclomol with a volume of organic solvent included in the paclitaxel solution and
agitating the resulting mixture with a sonication machine for up to 45 minutes. Once the elesclomol
was fully dissolved, the resulting solution was added to the remaining paclitaxel solution, and the
combined elesclomol/paclitaxel solution was administered to the patient. We have improved the process
for preparing the active pharmaceutical ingredient, or API, and drug product of elesclomol, such that
elesclomol can now be dissolved in the paclitaxel solution without sonication. We believe these
improved procedures replicate the results of the prior methods and are suitable for preparing drug
product for clinical trials and commercialization. These improved procedures will be used in our
SYMMETRY trial and any Phase 2 clinical trials that we may initiate in additional cancer indications
using the free acid form of elesclomol. We have taken steps to ensure that the medical personnel
responsible for formulating elesclomol are properly trained to carry out the new dissolution process.
Although we believe that the changes in the procedures for preparing and dissolving elesclomol prior to
administration will not affect the efficacy or pharmaceutical properties of the treatment, there can be
no assurance that the results of future trials will not be affected by these changes. In addition, in order
to use the free acid form of elesclomol with other oncology products, including taxanes other than
paclitaxel, it must be dissolved in an organic solvent, which may cause additional toxicity due to the
presence of the organic solvent.
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We have developed a water-soluble salt form of elesclomol that does not need to be dissolved in
an organic solvent and therefore may be used more easily with other oncology products or potentially,
as a stand alone agent without need for an organic solvent. We intend to explore the use of this new
salt form of elesclomol in future clinical trials. However, it is also our intention to use the free acid
form of elesclomol in our initial commercial product. If the free acid form does not prove to be
commercially feasible and we are required to commercialize the salt form of elesclomol, it will require
additional formulation development efforts and clinical studies which would delay the
commercialization of this drug candidate.

While we believe elesclomol may have applicability to a broad range of solid tumor cancers, including tumor
types other than melanoma, our clinical trials of elesclomol in non-small cell lung cancer and soft tissue
sarcoma have shown negative or inconclusive results.

Based on our understanding of the mechanism of action and the preclinical activity we have seen
with elesclomol, which included showing activity in a broad range of cancer types, we intend to conduct
clinical trials of elesclomol in a number of other cancer indications in addition to melanoma. In
addition to our Phase 2b clinical trial in metastatic melanoma, we have also conducted Phase 2 clinical
trials of elesclomol in sarcoma and non-small cell lung cancer. The results of the soft tissue sarcoma
clinical trial did not definitively establish evidence of clinical activity. In the non-small cell lung cancer
clinical trial, no improvement was observed in time-to-progression between combination treatment with
elesclomol and a standard first-line combination therapy. Although we are currently analyzing these
data further to assess future development of elesclomol in sarcoma and non-small cell lung cancer,
including assessing the possibility for a potential future clinical trial in non-small cell lung cancer at a
more frequent dosing schedule and higher dose than previously tested, there can be no assurances that
we will continue the development of elesclomol in these indications or that elesclomol will prove
effective in and be approved for treating these or other forms of cancer.

Because our drug candidates are in an early stage of development, there is a high risk of failure, and we may
never succeed in developing marketable products or generating product revenue.

We have no drug candidates that have received regulatory approval for commercial sale. We do
not expect to have any commercial products on the market until at least 2009, if at all. We are
exploring human diseases at the cellular level and attempting to develop drug candidates that intervene
with cellular processes. Drug development is an uncertain process that involves trial and error, and we
may fail at numerous stages along the way. Success in preclinical studies of a drug candidate may not
be predictive of similar results in humans during clinical trials, and successful results from early or
small clinical trials of a drug candidate may not be replicated in later and larger clinical trials. For
example, although preclinical data and Phase 2a clinical trial results suggested that apilimod had
activity in psoriasis and Crohn’s disease, our Phase 2b clinical trials of apilimod in those indications did
not demonstrate clinical benefit. Accordingly, the results from preclinical studies and the completed
and ongoing clinical trials for our drug candidates may not be predictive of the results we may obtain
in later stage clinical trials.

If clinical trials for our drug candidates, including elesclomol and apilimod, are prolonged or delayed, we may
be unable to commercialize our drug candidates on a timely basis, which would require us to incur additional
costs and delay our receipt of any revenue from potential product sales.

We cannot predict whether we will encounter problems with any of our completed, ongoing or
planned clinical trials that will cause us or any regulatory authority to delay or suspend those clinical
trials or delay the analysis of data derived from them. A number of events, including any of the
following, could delay the completion of our ongoing and planned clinical trials and negatively impact
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our ability to obtain regulatory approval for, and to market and sell, a particular drug candidate,
including our clinical drug candidates elesclomol and apilimod:

* conditions imposed on us by the FDA or any foreign regulatory authority regarding the scope or
design of our clinical trials;

- delays in obtaining, or our inability to obtain, required approvals from institutional review
boards or other reviewing entities at clinical sites selected for participation in our clinical trials;

* insufficient supply or deficient quality of our drug candidates or other materials necessary to
conduct our clinical trials;

*» delays in obtaining regulatory agency agreement for the conduct of our clinical trials;
* lower than anticipated enrollment and retention rate of subjects in clinical trials;

* negative or inconclusive results from clinical trials, or results that are inconsistent with earlier
results, that necessitate additional clinical studies (for example, due to patient-to-patient
pharmacokinetic variability);

* serious and unexpected drug-related side effects experienced by patients in clinical trials; or

* failure of our third-party contractors to comply with regulatory requirements or otherwise meet
their contractual obligations t0 us in a tiraely manner.

Commercialization of our drug candidates may be delayed by the imposition of additional
conditions on our clinical trials by the FDA or the requirement of additional supportive studies by the
FDA. In addition, clinical trials require sufficient patient enrollment, which is a function of many
factors, including the size of the patient population, the nature of the trial protocol, the proximity of
patients to clinical sites, the availability of effective treatments for the relevant disease, the conduct of
other clinical trials that compete for the same patients as our clinical trials, and the eligibility criteria
for our clinical trials. For example, competing trials for melanoma treatments or the emergence of new
approved therapies may make it more difficult to enroll patients in our SYMMETRY trial on the
schedule currently planned. We are aware of other ongoing clinical trials of drug candidates for the
treatment of metastatic melanoma, including Nexavar, Sutent, Avasba, Avastin, ipilimumab, and
tremelumimab. Enrollment efforts and future results with respect to these trials could also adversely
impact patient enrollment in our SYMMETRY trial. We have had satisfactory patient enrollment in our
completed clinical trials. However, in our SYMMETRY trial, we expect to enroll approximately 630
patients with stage IV metastatic melanoma, which is significantly more patients than we enrolled in
our completed Phase 2b clinical trial for elesclomol. Initiation of the SYMMETRY trial in certain
geographical regions has been slower than we expected, which increases the risk that full trial
enrollment may be delayed beyond our initial goal. To increase the likelihood of our meeting the
overall enrollment timeline for this trial, we are taking several specific actions, including potentially
increasing the target number of clinical sites. Despite these efforts, if patient enrollment remains below
our initial projections, the completion of this trial will be delayed. Delays in patient enrollment can
result in increased costs and longer development times. Our failure to enroll patients in our clinical
trials could delay the completion of the clinical trial beyond our current expectations. In addition, the
FDA could require us to conduct clinical trials with a larger number of subjects than we have projected
for any of our drug candidates. We may not be able to enroll a sufficient number of patients in a
timely or cost-effective manner. Furthermore, enrolled patients may drop out of our clinical trials,
which could impair the validity or statistical significance of the clinical trials.

We do not know whether our clinical trials will begin as planned, will need to be restructured, or
will be completed on schedule, if at all. Delays in our clinical trials will result in increased development
costs for our drug candidates. In addition, if our clinical trials are delayed, our competitors may be able
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to bring products to market before we do and the commercial viability of our drug candidates,
including our drug candidates elesclomol and apilimod, could be limited.

Failure to comply with foreign regulatory requirements governing human clinical trials and marketing
approval for drugs could prevent us from selling our drug candidates in foreign markets, whick may adversely
affect our operating results and financial condition.

The requirements governing the conduct of clinical trials, product licensing, pricing, and
reimbursement for marketing our drug candidates outside the United States vary greatly from country
to country and may require additional testing. While GSK has exclusive responsibility to develop
elesclomol outside the United States, we also expect that our future clinical development of apilimod,
STA-9090 and other drug candidates will involve a number of clinical trials in foreign jurisdictions,
particularly in Europe. We have no experience in obtaining foreign regulatory approvals. The time
required to obtain approvals outside the United States may differ from that required to obtain FDA
approval. We or GSK may not obtain foreign regulatory approvals on a timely basis, if at all. Approval
by the FDA does not ensure approval by regulatory authorities in other countries, and approval by one
foreign regulatory authority does not ensure approval by regulatory authorities in other countries or by
the FDA. Failure to comply with these regulatory requirements or obtain required approvals could
impair our and GSK’s ability to develop foreign markets for our drug candidates and may have a
material adverse effect on our results of operations and financial condition.

Our drug candidates will remain subject to ongoing regulatory review even if they receive marketing approval,
and if we fail to comply with continuing regulations, we could lose these approvals and the sale of any
approved commercial products could be suspended.

Even if we receive regulatory approval to market a particular drug candidate, the manufacturing,
labeling, packaging, adverse event reporting, storage, advertising, promotion, and record keeping
related to the product will remain subject to extensive regulatory requirements. If we fail to comply
with the regulatory requirements of the FDA and other applicable domestic and foreign regulatory
authorities or previously unknown problems with any approved commercial products, manufacturers, or
manufacturing processes are discovered, we could be subject to administrative or judicially iraposed
sanctions, including:

* restrictions on the products, manufacturers, or manufacturing processes;

+ untitled or warning letters;

* civil or criminal penalties;

« fines;

* injunctions;

= product seizures or detentions;

* import bans;

* voluntary or mandatory product recalls and related publicity requirements;
* suspension or withdrawal of regulatory approvals;

* total or partial suspension of production; and

« refusal to approve pending applications for marketing approval of new products or supplements
to approved applications.
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If side effects increase or are identified during the time our drug candidates are in development or after they
are approved and on the market, we may be required to perform lengthy additional clinical trials, change the
labeling of any such products, or withdraw any such products from the market, any of which would hinder or
preclude our ability to generate revenues.

In our completed Phase 2b clinical trial of elesclomol for metastatic melanoma, there were four
patients with possible or probable drug-related serious adverse events related to treatment with
elesclomol. The first event involved a patient who developed lichenoid dermatitis, a severe rash-like
condition, which was considered by the investigaior to be possibly related to treatment. The second
event involved a patient who experienced atrial fibrillation with rapid ventricular response. This event
was also considered by the investigator to be possibly related to treatment. The third event involved an
infection which, despite a normal absolute neutrophil count was considered by the investigator to be
possibly related to treatment. The fourth event involved severe dehydration that was considered by the
investigator to be probably related to treatment. If the incidence of these events increases or if other
effects are identified after any of our drug candidates are approved and on the market:

* regulatory authorities may withdraw their approvals;

» we may be required to reformulate any such products, conduct additional clinical trials, make
changes in labeling of any such products, or implement changes to or obtain new approvals of
our or our contractors’ manufacturing facilities;

* we may experience a significant drop in the sales of the affected products;
* gur reputation in the marketplace may suffer; and
= we may become the target of lawsuits, including class action suits.

Any of these events could harm or prevent sales of the affected products or could substantially
increase the costs and expenses of commercializing and marketing any such products.

We have also observed significant toxicities in preclinical animal studies of our clinical drug
candidate, STA-9090. If significant toxicities occur at a clinical dose of STA-2090 which is not
sufficiently efficacious, we may not be able to demonstrate an adequate therapeutic index to obtain
regulatory approval for STA-9090.

While we choose to test our drug candidates in specific clinical indications based in part on our
understanding of their mechanisms of action, our understanding may be incorrect or incomplete and,
therefore, our drugs may not be ¢ffective against the diseases tested in our clinical trials.

Our rationale for selecting the particular therapeutic indications for each of our drug candidates is
based in part on our understanding of the mechanism of action of these drug candidates. However, our
understanding of the drug candidate’s mechanism of action may be incomplete or incorrect, or the
mechanism may not be clinically relevant to the diseases treated. In such cases, our drug candidates
may prove to be ineffective in the clinical trials for treating those diseases.

We deal with hazardous materials and must comply with environmental laws and regulations, which can be
expensive and restrict how we do business. ‘

Our activities involve the controlled storage, use, and disposal of hazardous materials, including
cytotoxic agents, genotoxic agents, infectious agents, corrosive, explosive and flammable chemicals, and
various radioactive compounds. We are subject to federal, state, and local laws and regulations
governing the use, manufacture, storage, handling, and disposal of these hazardous materials. Although
we believe that our safety procedures for the handling and disposing of these materials comply with the
standards prescribed by these laws and regulations, we cannot eliminate the risk of accidental
contamination or injury from these materials,
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In the event of an accident, state or federal authorities may curtail our use of these materials, and
we could be liable for any civil damages that result, which may exceed our financial resources and may
seriously harm our business. We currently maintain insurance covering hazardous waste clean up costs
in an amount of up to $250,000 per site. Because we believe that our laboratory and materials handling
policies and practices sufficiently mitigate the likelihood of materials liability or third-party claims, we
currently carry no insurance covering such claims. While we believe that the amount of insurance we
carry is sufficient for typical risks regarding our handling of these materials, it may not be sufficient to
cover pollution conditions or other extraordinary or unanticipated events. Additionally, an accident
could damage, or force us to shut down, our operations. In addition, if we develop a manufacturing
capacity, we may incur substantial costs to comply with environmental regulations and would be subject
to the risk of accidental contamination or injury from the use of hazardous materials in our
manufacturing process.

Risks Related to Qur Dependence on Third Parties

We have recently entered into an agreement with GSK relating to the development and commercialization of
elesclomol. If this agreement is unsuccessful or terminated by GSK for any reason, our ability to
commercialize elesclomol on a timely basis, or at all, could be affected and our business could be materially
harmed.

On October 8, 2007, we entered into a Collaborative Development, Commercialization and License
Agreement with GSK for the joint development and commercialization of elesclomol. We do not have
a history of working together with GSK and cannot predict the success of this collaboration. The
agreement involves a complex allocation of responsibilities, costs and benefits and provides for
milestone payments to us upon the achievement of specified operational progress, positive clinical and
regulatory outcomes and sales milestones.

With respect to responsibilities and control over decisions, we and GSK have establishud a series
of joint committees which will be responsibie for the development and commercialization of elesclomol.
We have the right, but not the obligation to participate in these various joint governance committees.
Under the committee structure, if the committees are unable to reach a decision, the matter is referred
to senior executives of each of the parties. Each party has ultimate decision making authority with
respect to a specified set of issues. For certain other specified issues, the matter must be resolved by
consensus of the parties, and for all other issues, the matter must be resolved through arbitration.
Accordingly, GSK’s failure to devote sufficient resources to the development and commercialization of
elesclomol or the failure of the parties to reach consensus on the conduct of development or
commercialization activities with respect to elesclomol may delay its clinical development, which could
lead to the delay in payment of clinical and regulatory milestones under the collaboration agreement
and may delay commercialization of elesclomol.

In addition, the agreement provides that GSK may terminate the agreement upon not less than
three months’ written notice at any time prior to the date of the first commercial sale of an elesclomol
product and not less than six months’ written notice at any time on and after such date, in which case
GSK may be obligated in certain circumstances to make additional payments to us.

Loss of GSK as a collaborator in the development or commercialization of elesclomol, any dispute
over the terms of, or decisions regarding, the agreement, or any other adverse developments in our
relationship with GSK could result in our inability to fully develop and/or commercialize elesclomol, or
at all, and could materially harm our business and could accelerate our need for additiona. capital.
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We rely on third parties to conduct our clinical trials, and those third parties may not perform safisfactorily,
including failing to meet established deadlines for the completion of such clinical trials.

We do not have the ability to independently conduct clinical trials for our drug candidates, and we
rely on third parties such as contract rescarch organizations, medical institutions, and clinical
investigators to perform this function. Our reliance on these third parties for clinical development
activities reduces our control over these activities. Furthermore, these third parties may also have
relationships with other entities, some of which may be our competitors. To date, our contract research
organizations and other similar entities with which we are working have performed well; however, if
these third parties do not successfully carry out their contractual duties or meet expected deadlines, we
may be delayed in obtaining regulatory approvals for our drug candidates and may be delayed in our
efforts to successfully commercialize our drug candidates for targeted diseases.

We have no manufacturing capacity and depend on third-party manufacturers to produce our clinical trial
drug supplies.

We do not currently operate manufacturing facilities for clinical or commercial production of
elesclomol, apilimod or STA-9090, or any of our preclinical drug candidates. We have limited
experience in drug manufacturing, and we lack the resources and the capabilities to manufacture any of
our drug candidates on a clinical or commercial scale. As a result, we currently rely on third-party
manufacturers to supply, store, and distribute drug supplies for our clinical trials and anticipate future
reliance on a limited number of third-party manufacturers until we increase the number of
manufacturers with whom we contract. Any performance failure on the part of our existing or future
manufactorers could delay clinical development or regulatory approval of our drug candidates or
commercialization of any approved products, producing additional losses and depriving us of potential
product revenue.

Our drug candidates require precise, high quality manufacturing. Failure by our contract
manufacturers to achieve and maintain high manufacturing standards could result in patient injury or
death, product recalls or withdrawals, delays or failures in testing or delivery, cost overruns, or other
problems that could seriously hurt our business. Contract manufacturers may encounter difficulties
involving production yields, quality control, and quality assurance. These manufacturers are subject to
ongoing periodic unannounced inspection by the FDA and corresponding state and foreign agencies to
ensure strict compliance with current Good Manufacturing Practice, or cGMP, and other applicable
government regulations and corresponding foreign standards; however, we do not have control over
third-party manufacturers’ compliance with these regulations and standards. !

If for some reason our contract manufacturers cannot perform as agreed, we may be unable to
replace such third-party manufacturers in a timely manner and the production of our drug candidates
would be interrupted, resulting in delays in clinical trials and additional costs. Switching manufacturers
may be difficult because the number of potential manufacturers is limited and the FDA must approve
any replacement manufacturer prior to manuofacturing our drug candidates. Such approval would
require new testing and compliance inspections. In addition, a new manufacturer would have to be
educated in, or develop substantially equivalent processes for, production of our drug candidates after
receipt of FDA approval. It may be difficult or impossible for us to find a replacement manufacturer
on acceptable terms quickly, or at all.
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We are using a single manufacturer for the supply of elesclomol powder-filled vials for the SYMMETRY trial,
our global, pivotal Phase 3 clinical trial for the treatment of metastatic melanoma and potentially, for
commercial supply, and the failure of this manufacturer to supply sufficient quantities of elesclomol powder-
filled vials could have a material adverse effect on our business.

We are using a single manufacturer for the supply of elesclomol powder-filled vials for the
SYMMETRY trial, our global, pivotal Phase 3 clinical trial for the treatment of metastatic melanoma
and potentially, for commercial supply, if approved. This process involves highly specialized processing,
including the automated filling of vials with elesclomol under sterile conditions. We believe “hat this
manufacturer may be one of a limited number of third-party contract manufacturers currently capable
of conducting this process on our behalf. We have entered into a clinical supply agreement and a
quality agreement with this manufacturer for the production of elesclomol drug product, which we
believe will satisfy our manufacturing requirements for the SYMMETRY trial and additional Phase 2
clinical trials of elesclomol for other cancer indications. Although the clinical supply agreement notes
that the parties have a mutual desire to enter into good faith negotiations for commercial supply
services, if circumnstances allow, there are no terms in this contract relating to commercial supply of
elesclomol, and we cannot assure that we will be able to enter into a commercial supply agreement
with this manufacturer on commercially reasonable terms, or at all. Any performance failure on the
part of this manufacturer or the failure to enter an appropriate commercial supply agreement on
reasonable terms in the future, assuming GSK decides to contract with this manufacturer or other
circumstances so require, could delay clinical development, regulatory approval or commercialization of
elesclomol, which could have a material adverse effect on our business. Moreover, although we believe
we have identified a suitable backup manufacturer for elesclomol powder-filled vials, neither GSK nor
we have an agreement with this manufacturer for producing this product and there can be no assurance
that we will be able to enter into such an agreement on favorable terms, if at all.

We anticipate continued reliance on third-party manufacturers if we are successful in obtaining marketing
approval from the FDA and other regulatory agencies for any of our drug candidates.

To date, our drug candidates have been manufactured in relatively small quantities for prectinical
testing and clinical, trials by third-party manufacturers. If the FDA or other regulatory agencies approve
any of our drug candidates for commercial sale, we expect that we would continue to rely, at least
initially, on third-party manufacturers to produce commercial quantities of our approved drug
candidates. These manufacturers may not be able to successfully increase the manufacturing capacity
for any of our approved drug candidates in a timely or economic manner, or at all. Significant scale-up
of manufacturing may require additional validation studies, which the FDA must review and approve. If
they are unable to successfully increase the manufacturing capacity for a drug candidate, particularly
elesclomol, or we are unable to establish our own manufacturing capabilities, the commercial launch of
any approved products may be delayed or there may be a shortage in supply.

If we do not establish additional collaborations, we may have to alter our development plans.

Our drug development programs and potential commercialization of our drug candidates will
require substantial additional cash to fund expenses. Although we have established a collaboration with
GSK relating to the joint development and commercialization of clesclomol, our strategy also includes
potentially selectively collaborating with leading pharmaceutical and biotechnology companies to assist
us in furthering development and potential commercialization of some of our other drug candidates.
We may enter into one or more of such collaborations in the future, especially for target indications in
which the potential collaborator has particular therapeutic expertise or that involve a large, primary
care market that must be served by large sales and marketing organizations or for markets outside of
North America. We face significant competition in seeking appropriate collaborators and these
collaborations are complex and time-consuming to negotiate and document. We may not be able to
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negotiate collaborations on acceptable terms, or at all..If that were to occur, we may have to curtail the
development of a particular drug candidate, reduce or delay its development program or one or more
of our other development programs, delay its potential commercialization or reduce the scope of our
sales or marketing activities, or increase our expenditures and undertake development or
commercialization activities at our own expense. If we elect to increase our expenditures to fund
development or commercialization activities on our own, we may need to obtain additional capital,
which may not be available to us on acceptable terms, or at all. If we do not have sufficient funds, we
will not be able to bring our drug candidates to market and generate product revenue.

If we are unable to establish sales and marketing capabilities or enter into agreements with third parties to
market and sell our drug candidates, we may be unable to generate product revenue or co-commercialize
elesclomol under our arrangement with GSK,

Although we have entered into a collaborative development, commercialization and license
agreement with GSK for elesclomol, we do not currently have an organization for the sales, marketing,
and distribution of pharmaceutical products. In order to co-commercialize elesclomol in the United
States under our arrangement with GSK or market any other products that may be approved by the
FDA, we must build our sales, marketing, managerial, and other non-technical capabilities or make
arrangements with third parties to perform these services. If we are unable to establish adequate sales,
marketing, and distribution capabilities, whether independently or with third parties, our share in
elesclomol profits with GSK may be diminished or we may not be able to generate product revenue
and we may not become profitable.

Risks Related to Our Intellectual Property

If our patent position does not adeguately protect our drug candidates or any future products, others could
compete against us more directly, which would harm our business,

As of March 14, 2008, our patent portfolio consisted of a total of 602 patents and patent
applications worldwide. We own or license a total of 23 issued U.S. patents and 94 U S. patent
applications, as well as 485 foreign patents and patent applications. We have issued U.S.
composition-of-matter patents claiming the chemical structures of elesclomol and apilimod.

Our commercial success will depend in part on our ability to obtain additional patents and protect
our existing patent position as well as our ability to maintain adequate protection of other intellectual
property for our technologies, drug candidates, and any future products in the United States and other
countries. If we do not adequately protect our intellectual property, competitors may be able to use our
technologies and erode or negate any competitive advantage we may have, which could harm our
business and ability to achieve profitability, The laws of some foreign countries do not protect our
proprietary rights to the same extent as the laws of the United States, and we may encounter significant
problems in protecting our proprietary rights in these countries.

The patent positions of biotechnology and pharmaceutical companies, including our patent
position, involve complex legal and factual questions, and, therefore, validity and enforceability cannot
be predicted with certainty. Patents may be challenged, deemed unenforceable, invalidated, or
circumvented. We will be able to protect our proprietary rights from unauthorized use by third parties
only to the extent that our proprietary technologies, drug candidates, and any future products are
covered by valid and enforceable patents or are effectively maintained as trade secrets.

In addition, although we do not believe that any of the patents or patent applications that we
currently license are material to our business, we may in the future license intellectual property that is
material to us. In such cases, we may be dependent upon the licensors to obtain, maintain and enforce
patent protection for the licensed intellectual property. These licensors may not successfully prosecute
patent applications or may fail to maintain issued patents. The licensors may also determine not to
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pursue litigation against other companies that infringe the patents, or may pursue such litigation less
aggressively than we would. If any of the foregoing occurs, and the terms of any such future license do
not allow us to assume control of patent prosecution, maintenance and enforcement, any competitive
advantage we may have due to the license may be diminished or eliminated.

The degree of future protection for our proprietary rights is uncertain, and we cannot ensure that:

« we or our licensors were the first to make the inventions covered by each of our pending patent
applications;

+ we or our licensors were the first to file patent applications for these inventions;

» others will not independently develop similar or alternative technologies or duplicate any of our
technologies; ' g

» any of our or our licensors’ pending patent applications will result in issued patents;
« any of our or our licensors’ patents will be valid or enforceable;

« any patents issued to us or our licensors and collaborators will provide a basis for commercially
viable products, will provide us with any competitive advantages or will not be challenged by
third parties;

» we will develop additional proprietary technologies or drug candidates that are patentable; or
» the patents of others will not have an adverse effect on our business.

Although third parties may challenge our rights to, or the scope or validity of our patents, to date
we have not received any communications from third parties challenging our patents or patent
applications covering our drug candidates.

We typically file for patent protection first on the composition-of-matter of our drug candidates
and also claim their activities and methods for their production and use to the extent known at that
time. As we learn more about the mechanisms of action and new methods of manufacture and use of
these drug candidates, we generally file additional patent applications for these new invent.ons.
Although our patents may prevent others from making, using, or selling similar products, taecy do not
ensure that we will not infringe the patent rights of third parties. For example, because we sometimes
identify the mechanism of action or molecular target of a given drug candidate after identifying its
composition-of-matter and therapeutic use, we may not be aware until the mechanism or target is
further elucidated that a third party has an issued or pending patent claiming biological activities or
targets that may cover our drug candidate. If such a patent exists or is granted in the future, we cannot
provide assurances that a license will be available on commercially reasonable terms, or at all.

We may be unable to adequately prevent disclosure of trade secrets and other proprietary information.

We rely on trade secrets to protect our proprietary technologies, especially where we do not
believe patent protection is appropriate or obtainable. However, trade secrets are difficult to protect.
We rely in part on confidentiality agreements with our employees, consultants, outside scientific
collaborators, sponsored researchers, and other advisors to protect our trade secrets and cother
proprietary information. These agreements may not effectively prevent disclosure of confidential
information and may not provide an adequate remedy in the event of unauthorized disclosure of
confidential information. In addition, others may independently discover our trade secrets and
proprictary information. Costly and time-consuming litigation could be necessary to enforce and
determine the scope of our proprietary rights, and failure to obtain or maintain trade sccret protection
.could adversely affect our competitive business position.
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Litigation or other proceedings or third-party claims of intellectual property infringement would require us to
spend time and money and could prevent us from developing or commercializing our drug candidates.

Our commercial success will depend in part on not infringing upon the patents and proprietary
rights of other parties and enforcing our own patents and proprietary rights against others. Certain of
our research and development programs are in highly competitive fields in which numerous third
parties have issued patents and patent applications with claims closely related to the subject matter of
our programs. We are not currently aware of any litigation or other proceedings or claims by third
parties that our drug candidates, technologies or methods infringe their intellectual property.

However, while it is our practice to conduct freedom to operate searches and analyses, we cannot
guarantee that we have identified every patent or patent application that may be relevant to the
research, development or commercialization of our drug candidates. In the case of patent applications,
we assess the likelihood of claims in pending, third party patent applications being allowed which may
interfere with our freedom to operate relative to our drug candidates. We cannot provide assurances
that our assessments in this regard will be correct and that patent claims covering our drug candidates
that were assessed a low likelihood of issuance by us will not issue to a third party in the future.
Moreover, there can be no assurance that third parties will not assert against us patents that we believe
are not infringed by us or are invalid. For example, we are aware of a U.S. patent and a related
European patent that claim generic chemical structures, pharmaceutical formulations and methods of
treatment relating to compounds similar to STA-9090 and a U.S. patent that claims methods of treating
certain cancers using heat shock protein 90, or Hsp90, inhibitors. The claims of these patents may be
relevant to the commercialization of our drug candidate, STA-9090. However, based on our analysis of
these patents, we do not believe that the manufacture, use, importation or sale of STA-9090 would
infringe any valid claim of these patents. However, we cannot guarantee that these patents would not
be asserted against us and, if asserted, that a court would find these patents to be invalid or not
infringed.

In the event of a successful infringement action against us with respect to any third party patent
rights, we may be required to:

* pay substantial damages;

* stop developing, commercializing, and selling the infringing drug candidates or approved
products;

* stop utilizing the infringing technologies and methods in our drug candidates or approved
products;

* develop non-infringing products, technologies, and methods; and

* obtain one or more licenses from other parties, which could result in our paying substantial
royalties or our granting of cross licenses to our technologies.

We may not be able to obtain licenses from other parties at a reasonable cost, or at all. If we are
not able to obtain necessary licenses at a reasonable cost, or at all, we could encounter substantial
delays in product introductions while we attempt to develop alternative technologies, methods, and
products, which we may not be able to accomplish.

We may be subject to claims that we have wrongfully kired an employee from a competitor or that we or our
employees have wrangfully used or disclosed alleged confidential information or trade secrets of their former
employers.

As is commonplace in our industry, we employ individuals who were previously employed at other
biotechnology or pharmaceutical companies, including our competitors or potential competitors.
Although no claims against us are currently pending, we have previously been subject to a claim by an




alleged competitor that a prospective employee we sought to hire was bound by an ongoing
non-competition obligation which prevented us from hiring this employee. We may be subject in the
future to claims that our employees or prospective employees are subject to a continuing obligation to
their former employers (such as non-competition or non-solicitation obligations} or claims that our
employees or we have inadvertently or otherwise used or disclosed trade secrets or other proprietary
information of their former employers. Litigation may be necessary to defend against these claims.
Even if we are successful in defending against these claims, litigation could result in substantial costs
and be a distraction to management.

Risks Related to the Commercialization of Our Drug Candidates

If physicians and patients do not accept our future products or if the markets for indications for which any
drug candidate is approved is smaller than expected, we may be unable to generate significant revenue, if any.

Even if elesclomol, apilimod, STA-9090, STA-9584 or any other drug candidates we may develop or
acquire in the future obtain regulatory approval, they may not gain market acceptance among
physicians, healthcare payors, patients, and the medical community. Physicians may elect not to
recommend these drugs for a variety of reasons including:

« timing of market introduction of competitive products, including other melanoma treztments
currently in development (such as Nexavar, Sutent, ispinesib, ipilimumab, tremelumirab,
volociximab, M-Vax and MDX-1379, as well as forms of chemotherapy);

s demonstration of clinical safety and efficacy compared to other products;

+ cost-effectiveness; ‘

« availability of reimbursement from managed care plans and other third-party payors;
» convenience and ease of administration;

+ prevalence and severity of adverse side effects;

« other potential advantages of alternative treatment methods; and '
* ineffective marketing and distribution support of our products.

" If our approved drugs fail to achieve market acceptance, we may not be able to generate
significant revenue and our business would suffer.

In addition, we have initiated a Phase 3 clinical trial for our most advanced clinical-stage
candidate, elesclomol, in patients with stage [V metastatic melanoma. We currently estimate: that there
are relatively few people with metastatic melanoma in the United States. Accordingly, even if we are
successful in obtaining regulatory approval to market elesclomol for this indication, the market for this
indication may not be sufficient to generate significant revenue and our business would suffer.

If the government and third-party payors fail to provide adequate coverage and reimbursement rates for our
future products, if any, our revenue and prospects for profitability will be harmed.

In both domestic and foreign markets, our sales of any future products will depend in part upon
the availability of reimbursement from third-party payors. Such third-party payors include government
health programs such as Medicare, managed care providers, private health insurers, and other
organizations, These third-party payors are increasingly attempting to contain healthcare costs by
demanding price discounts or rebates and limiting both coverage and the amounts that they will pay for
new drugs, and, as a result, they may not cover or provide adequate payment for our drugs. We might
need to conduct post-marketing studies in order to demonstrate the cost-effectiveness of any future
products to such payors’ satisfaction. Such studies might require us to commit a significant amount of

55




management time and financial and other resources. Qur future products might not ultimately be
considered cost-effective. Adequate third-party reimbursement might not be available to enable us to
maintain price levels sufficient to realize an appropriate return on investment in product development.

U.S. and foreign governments continue to propose and pass legislation designed to reduce the cost
of healthcare. For example, in some foreign markets, the government controls the pricing and
profitability of prescription pharmaceuticals. In the United States, we expect that there will continue to
be federal and state proposals to implement similar governmental controls. In addition, recent changes
in the Medicare program and increasing emphasis on managed care in the United States will continue
to put pressure on pharmaceutical product pricing. Cost control initiatives could decrease the price that
we would receive for any products in the future, which would limit our revenue and profitability.
Accordingly, legislation and regulations affecting the pricing of pharmaceuticals might change before
our drug candidates are approved for marketing. Adoption of such legislation could further limit
reimbursement for pharmaceuticals.

For example, the Medicare Prescription Drug Improvement and Modernization Act of 2003, or
MMA, changes the way Medicare will cover and pay for pharmaceutical products. The legislation
expanded Medicare coverage for drug purchases by the elderly and disabled and introduced new
reimbursement methodologies, based on average sales prices for drugs that are administered in an
in-patient setting or by physicians, such as elesclomol, if approved. In addition, this legislation provides
authority for limiting the number of drugs that will be covered in any therapeutic class. Although we do
not know what the full impact of the new reimbursement methodologies will have on the prices of new
drugs, we expect that there will be added pressure to contain and reduce costs. These cost reduction
initiatives and other provisions of this legislation could decrease the coverage and price that we receive
for any approved products and could seriously harm our business. While the MMA applies only to drug
benefits for Medicare beneficiaries, private payors often follow Medicare coverage policy and payment
limitations in setting their own reimbursement rates, and any reduction in reimbursement that results
from the MMA may result in a similar reduction in payments from private payors.

If a successful product liability claim or series of claims is brought against us for uninsured liabilities or in
excess of insured linbilities, we could be forced to pay substantial damage awards.

The use of any of our drug candidates in clinical trials, and the sale of any approved products,
might expose us to product liability claims. We currently maintain product liability insurance coverage
in an amount of up to $10.0 million, which we believe is adequate for our clinical trials currently in
progress. We monitor the amount of coverage we maintain as the size and design of our clinical trials
evolve and intend to adjust the amount of coverage we maintain accordingly. However, there can be no
assurance that such insurance coverage will fully protect us against some or all of the claims to which
we might become subject. We might not be able to maintain adequate insurance coverage at a
reasonable cost or in sufficient amounts or scope to protect us against potential losses, In the event a
claim is brought against us, we might be required to pay legal and other expenses to defend the claim,
as well as uncovered damages awards resulting from a claim brought successfully against us.
Furthermore, whether or not we are ultimately successtul in defending any such claims, we might be
required to direct financial and managerial resources to such defense and adverse publicity could result,
all of which could harm our business.

If we inadvertently violate the guidelines pertaining to promotion and advertising of our clinical candidates or
approved products, we may be subject to disciplinary action by the FDA’s Division of Drug Marketing,
Advertising, and Communications or other regulatory bodies.

The FDA's Division of Drug Marketing, Advertising, and Communications, or DDMAC, is
responsible for reviewing prescription drug advertising and promotional labeling to ensure that the
information contained in these materials is not false or misleading. There are specific disclosure
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requircments and the applicable regulations mandate that advertisements cannot be false or misleading
or omit material facts about the product. Prescription drug promotional materials must presznt a fair
balance between the drug’s effectiveness and the risks associated with its use. Most warning letters
from DDMAC cite inadequate disclosure of risk information.

DDMAC prioritizes its actions based on the degree of risk to the public health, and often focuses
on newly introduced drugs and those associated with significant health risks. There are two types of
letters that DDMAC typically sends to companies which violate its drug advertising and pro:motional
guidelines: notice of violation letters, or untitled letters, and warning letters. In the case of an untitled
letter, DDMAC typically alerts the drug company of the violation and issues a directive to refrain from
future violations, but does not typically demand other corrective action. A warning letter is iypically
issued in cases that are more serious or where the company is a repeat offender. Although we have not
received any such letters from DDMAC, we may inadvertently violate DDMAC’s guidelines in the
future and be subject to a DDMAC untitled letter or warning letter, which may have a negative impact
on our business.

Risks Related to Our Industry

We may not be able to keep up with the rapid technological change in the biotechnology and pharmaceutical
industries, which could make any future approved products obsolete and reduce our revenue.

Biotechnology and related pharmaceutical technologies have undergone and continue to be subject
to rapid and significant change. Our future will depend in large part on our ability to maintain a
competitive position with respect to these technologies. Our competitors may render our technologies
obsolete by advances in existing technological approaches or the development of new or different
approaches, potentially eliminating the advantages in our drug discovery process that we believe we
derive from our research approach and proprietary technologies. In addition, any future products that
we develop, including our clinical drug candidates, elesclomol, apilimod and STA-9090, and our
preclinical drug candidate, STA-9584, may become obsolete before we recover expenses incurred in
developing those products, which may require that we raise additional funds to continue our
operations.

Our market is subject to intense competition. If we are unable to compete effectively, our drug candidates may
be rendered noncompetitive or obsolete.

We are engaged in segments of the pharmaceutical industry that are highly competitive: and rapidly
changing. Many large pharmaceutical and biotechnology companies, academic institutions,
governmental agencies, and other public and private research organizations are pursuing the
development of novel drugs that target cancer and chronic inflammatory diseases. We face, and expect
to continue to face, intense and increasing competition as new products enter the market and advanced
technologies become available. In addition to currently approved drugs, there are a significant number
of drugs that are currently under development and may become available in the future for the
treatment of cancer and chronic inflammatory diseases. We would expect our drug candidares to
compete with marketed drugs and drug candidates currently under development, including the
following:

» Elesclomol. If approved, we would expect elesclomol to compete with currently approved drugs
for the treatment of metastatic melanoma, including dacarbazine/DTIC marketed by Bayer, and
generic versions thereof, the injectable protein interleukin 2, or IL-2, marketed by Chiron, and
the injectable protein interferon alfa-2b, marketed by Schering-Plough. Elesclomol may also
compete with drug candidates currently in clinical development by other companies, including:
(1) kinase inhibitors such as Nexavar, being developed by Bayer and Onyx, Sutent, being
developed by Pfizer, and ispinesib, being developed by Cytokinetics and GSK; {2) tke
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anti-CTLA-4 monoclonal antibodies, ipilimumab and tremelumimab; (3) the anti-integrin
volociximab; (4) injectable angiogenesis inhibitors, such as Avastin; (5) cancer vaccines such as
M-Vax and MDX-1379; and (6} derivatives, analogs, or reformulations of known chemotherapies,
such as Abraxane, or other cytotoxic chemotherapies. In addition, elesclomol may compete
against drugs not currently approved for the treatment of metastatic melanoma, but which are
commonly used off-label to treat this disease, such as taxanes, temozolomide, vincristine,
carmustine, melphalan, and platinum-chemotherapeutics, such as cisplatin and carboplatin.

* Apilimod. If approved, we would expect apilimod to compete with other treatments of chronic
inflammatory diseases, including (1) large-molecule, injectable TNFa antagonists, such as
Remicade, marketed by Johnson & Johnson, Enbrel, marketed by Amgen and Wyeth
Pharmaceuticals, and Humira, marketed by Abbott Laboratories, (2) broadly immunosuppressive
small molecule agents, including corticosteroids, methotrexate, and azathioprine, and
(3) injectible antibodies targeting IL-12, including CNTO-1275 currently in clinical trials and
ABT-874 currently awaiting approval, being developed by Johnson & Johnson and Abbott
Laboratories, respectively.

« §TA-9090. If approved, we would expect STA-3090 to compete with the currently approved
therapies for the treatment of cancers, and other cancer treatments currently under
development, including 17-AAG, being developed by Kosan, and other agents that inhibit Hsp90,
including Hsp90 inhibitors being developed by AstraZenica/Medimmune/Infinity, Biogenldec,
Novartis/Vernalis, and Astex.

» §TA-9584. If approved, we would expect STA-9584 to compete with the currently approved
therapies for the treatment of cancers, and other cancer treatments currently under
development, including other vascular disrupting agents, such as ABT-751, being developed by
Abbott Laboratories; AS1404, being developed by Novartis/Antisoma, CA4P, being developed by
Oxigene, EXEL-0999, being developed by Exelixis, and ZD6126, being developed by Angiogene.

Many of our competitors have:

* significantly greater financial, technical and human resources than we have and may be better
equipped to discover, develop, manufacture and commercialize drug candidates;

* more extensive experience in preclinical testing and clinical trials, obtaining regulatory approvals
and manufacturing and marketing pharmaceutical products;

* drug candidates that have been approved or are in late-stage clinical development; and/or

+ coliaborative arrangements in our target markets with leading companies and research
institutions.

Competitive products may render our products obsolete or noncompetitive before we can recover
the expenses of developing and commercializing our drug candidates. Furthermore, the development of
new treatment methods and/or the widespread adoption or increased utilization of any vaccine for the
diseases we are targeting could render our drug candidates noncompetitive, obsolete or uneconomical.
If we successfully develop and obtain approval for our drug candidates, we will face competition based
on the safety and effectiveness of our drug candidates, the timing of their entry into the market in
relation to competitive products in development, the availability and cost of supply, marketing and sales
capabilities, reimbursement coverage, price, patent position and other factors. If we successfully develop
drug candidates but those drug candidates do not achieve and maintain market acceptance, our
business will not be successful.
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Risks Related to Employee Matters and Managing Growth

Our future success depends on our ability to retain our chief executive officer and other key executives and to
attract, retain, and motivate qualified personnel.

We are highly dependent on Safi R. Bahcall, Ph.D., our President and Chief Executive Officer, and
the other principal members of our executive and scientific teams. All of the agrecments with these
principal members of our executive and scientific teams provide that employment is at-will and may be
terminated by the employee at any time and without notice. Although we do not have any reason to
believe that we may lose the services of any of these persons in the foresecable future, the loss of the
services of any of these persons might impede the achievement of our research, development, and
commercialization objectives. Recruiting and retaining qualified scientific personnel and possibly sales
and marketing personnel will also be critical to our success. We may not be able to attract and retain
these personnel on acceptable terms given the competition among numerous pharmaceutical and
biotechnology companies for similar personnel. We also experience competition for the hiring of
scientific personnel from universities and research institutions. We do not maintain ‘‘key person”
insurance on any of our employees. In addition, we rely on consultants and advisors, including scientific
and clinical advisors, to assist us in formulating our research and development and commercialization
strategy. Our consultants and advisors may be employed by employers other than us and may have
commitments under consulting or advisory contracts with other entities that may limit their availability
to us.

We expect to expand our development, clinical research, and marketing capabilities, and as a result, we may
encounter difficulties in managing our growth, which could disrupt our operations.

We expect to experience significant growth in the number of our employees and the scope of our
operations. To manage our anticipated future growth, we must continue to implement and improve our
managerial, operational, and financial systems, expand our facilities, and continue to recruit and train
additional qualified personnel. Due to our limited resources, we may not be able to effectively manage
the expansion of our operations or recruit and train additional qualified personnel. The physical
expansion of our operations may lead to significant costs and may divert our management and business
development resources. Any inability to manage growth could delay the execution of our business plans
or disrupt our operations.

If we make strategic acquisitions, we will incur a variety of costs and might never realize the anticipated
benefits.

All of our acquisitions to date have been of related parties. Accordingly, we have very limited
experience in independently identifying acquisition candidates and integrating the operations of truly
independent acquisition candidates with our company. Currently we are not a party 1o any acquisition
agreements, nor do we have any understanding or commitment with respect to any such acquisition. If
appropriate opportunitics become available, however, we might attempt to acquire approved products,
additional drug candidates, or businesses that we believe are a strategic fit with our business. If we
pursue any transaction of that sort, the process of negotiating the acquisition and integrating an
acquired product, drug candidate, or business might result in operating difficulties and expenditures
and might require significant management attention that would otherwise be available for ongoing
development of our business, whether or not any such transaction is ever consummated. Moreover, we
might never realize the anticipated benefits of any acquisition. Future acquisitions could result in
potentially dilutive issuances of equity securities, the incurrence of debt, contingent liabilities, or
impairment expenses related to goodwill, and impairment or amortization expenscs related to other
intangible assets, which could harm our financial condition.
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Risks Related to Qur Common Stock

Our stock price has been and is likely to continue to be volatile and the market price of our common stock
may drop.

Prior to our February 2007 initial public offering, there was not a public market for our common
stock. There is a limited history on which to gauge the volatility of our stock price; however, since our
common stock began trading on The NASDAQ Global Market on February 6, 2007 through
December 31, 2007, our stock price has fluctuated from a low of $4.93 to a high of $11.25. In addition,
the stock market has recently experienced significant volatility, particularly with respect to
pharmaceutical, biotechnology, and other life sciences company stocks. The volatility of pharmaceutical,
biotechnology, and other life sciences company stocks often does not relate to the operating
performance of the companies represented by the stock. Some of the factors that may cause the market
price of our common stock to fluctuate include:

* progress in and results from the SYMMETRY trial, our global, pivotal Phase 3 clinical trial of
elesclomol for the treatment of metastatic melanoma;

» plans for, progress in, and results from any other future clinical trials of elesclomol;
* results of our current Phase 2a or any future clinical trials of apilimod we may initiate;

* results of our current Phase 1 clinical trials of STA-9090, and results from any other future
clinical trials of STA-9090;

+ results of clinical trials conducted by others on drugs that would compete with our drug
candidates;

* failure or delays in advancing STA-9584 or our CRAC ion channel inhibitor program, or other
drug candidates we may discover or acquire in the future, into clinical trials;

* failure or discontinuation of any of our research programs;

* developments relating to our agreement with GSK or any future collaborations we may enter
into;

* issues in manufacturing our drug candidates or approved products;

* regulatory developments or enforcement in the United States and foreign countries;

* developments or disputes concerning patents or other proprietary rights;

» introduction of technological innovations or new commercial products by us or our competitors;
* changes in estimates or recommendations by securities analysts, if any cover our common stock;
* public concern over our drug candidates or any approved products;

» litigation;

* future sales of our common stock;

* general market conditions;

» changes in the structure of healthcare payment systems;

+ failure of any of our drug candidates, if approved, to achieve commercial success;

* economic and other external factors or other disasters or crises;

¢ period-to-period fluctuations in our financial results; and

* overall fluctuations in U.S. equity markets.
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These and other external factors may cause the market price and demand for our common stock
to fluctuate substantially, which may limit or prevent investors from readily selling their shares of
common stock and may otherwise negatively affect the liquidity of our common stock. In addition, in
the past, when the market price of a stock has been volatile, holders of that stock have instituted
securities class action litigation against the company that issued the stock. 1f any of our stockholders
brought a lawsuit against us, we could incur substantial costs defending the lawsuit. Such a lawsuit
could also divert the time and attention of our management. C

Insiders have substantial control over us which could delay or prevent a change in corporate control or result
in the entrenchment of management andjor the board of directors.

Our directors, executive officers and principal stockholders, together with their affiliates and
related persons, beneficially own, in the aggregate, approximately 48% of our outstanding common
stock. These stockholders, if acting together, may have the ability to determine the outcome of matters
submitted to our stockholders for approval, including the election and removal of directors and any
merger, consolidation, or sale of all or substantially all of our assets. In addition, these persons, acting
together, may have the ability to control the management and affairs of our company. Accordingly, this
concentration of ownership may harm the market price of our common stock by:

» delaying, deferring, or preventing a change in control;
« entrenching our management and/or the board of directors;
+ impeding a merger, consolidation, takeover, or other business combination involving us; or

» discouraging a potential acquirer from making a tender offer or otherwise. attempting to obtain
control of us.

Provisions of our charter, bylaws, and Delaware law may make an acquisition of us or a change in our
management more difficult.

Certain provisions of our restated certificate of incorporation and restated bylaws could discourage,
delay, or prevent a merger, acquisition, or other change in control that stockholders may consider
favorable, including transactions in which stockholders might otherwise receive a premium for their
shares. These provisions also could limit the price that investors might be willing to pay in the future
for shares of our common stock, thereby depressing the market price of our common stock.
Stockholders who wish to participate in these transactions may not have the opportunity to do so.
Furthermore, these provisions could prevent or frustrate attempts by our stockholders to replace or
remove our management. These provisions:

+ allow the authorized number of directors to be changed only by resolution of our board of
directors;

« establish a classified board of directors, providing that not all members of the board of directors
be elected at one time;

» authorize our board of directors to issue without stockholder approval blank check preferred
stock that, if issued, could operate as a “poison pill” to dilute the stock ownership of a potential
hostile acquirer to prevent an acquisition that is not approved by our board of directors;

» require that stockholder actions must be effected at a duly called stockholder meeting and
prohibit stockholder action by written consent;

« establish advance notice requirements for stockholder nominations to our board of directors or
for stockholder proposals that can be acted on at stockholder meetings;

+ limit who may call stockholder meetings; and
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* require the approval of the holders of 80% of the outstanding shares of our capital stock
entitled to vote in order to amend certain provisions of our restated certificate of incorporation
and restated bylaws.

In addition, because we are incorporated in Delaware, we are governed by the provisions of
Section 203 of the Delaware General Corporation Law, which may, unless certain criteria are met,
prohibit large stockhelders, in particular those owning 15% or more of our outstanding voting stock,
from merging or combining with us for a prescribed period of time.

We do not anticipate paying cash dividends, and accordingly, our stockholders must rely on stock appreciation
Jor any return on their investment,

We currently intend to retain our future earnings, if any, to fund the development and growth of
our business. As a result, capital appreciation, if any, of our common stock will be the sole source of
gain on an investment in our common stock for the foreseeable future.

Item 1B, UNRESOLVED STAFF COMMENTS
Not applicable.

Item 2. PROPERTIES

Our operations are based primarily in Lexington, Massachusetts, which is located approximately 10
miles west of Boston, Massachusetts. We currently lease a total of 68,730 square feet of office and
laboratory space in Lexington and 15,000 square feet of office and laboratory space in the neighboring
town of Bedford, Massachusetts. We lease the following properties:

Approximate Lease
Location Square Feet Use Expiration Date
45 Hartwell Avenue ........ 24,420 Office and Laboratory Nov. 2011
Lexington, Massachusetts
91 Hartwell Avenue ........ 21,830 Office -August 2009
Lexington, Massachusetts
125 Hartwell Avenue ....... 22,480 Office and Laboratory Nov. 2011
Lexington, Massachusetts
45-47 Wiggins Avenme . . . . . .. 15,000 Office and Laboratory QOct. 2011

Bedford, Massachusetts

We believe our facilities are adequate for our current needs.

Item 3. LEGAL PROCEEDINGS

We are currently not a party to any material legal proceedings.

Item 4, SUBMISSION OF MATTERS TO A VOTE OF SECURITY HOLDERS

No matters were submitted to a vote of security holders during the fourth quarter of the year
ended December 31, 2007,

62




PART Il

Item 5. MARKET FOR REGISTRANT’'S COMMON EQUITY, RELATED STOCKHOLDER
MATTERS AND ISSUER PURCHASES OF EQUITY SECURITIES

Market Information

Our common stock began trading on The NASDAQ Global Market on February 6, 2007 under the
symbol “SNTA.” Prior to that time, there was no established public trading market for our common
stock. The following table sets forth the high and low sales prices of our common stock as quoted on
The NASDAQ Global Market for the periods indicated.

2007: High  Low_

First Quarter (from Febrnary 6,2007) ... $10.10 $8.07

Second QUArter . . o it it e e e e e e e e e 1027 792

Third QUArLEr . . ..o s e e e e e et e e s 98 493

Fourth Quarter . . . ..ottt e e e et et et e 11.25 631
Stockholders

As of March 14, 2008, there were approximately 149 stockholders of record of the 33,873,538
outstanding shares of our common stock.

Dividends

We have never paid or declared any cash dividends on our common stock. We currently intend to
retain all available funds and any future earnings to fund the development and expansion of our
business, and we do not anticipate paying any cash dividends in the foreseeable future. Any future
determination to pay dividends will be at the discretion of our board of directors and will depend on
our financial condition, results of operations, capital requirements, and other factors that our board of
directors deems relevant. In addition, the terms of any future debt or credit facility may preclude us
from paying dividends.

Unregistered Sales of Securities

During the year ended December 31, 2007, we sold 2,750 shares of common stock to employees or
former employees through the exercise of options that were not registered under the Securities Act.
These shares were issued pursuant to written compensatory plans or arrangements with our employees,
directors and consultants, in reliance on the exemption from registration provided by Rule 701 under
the Securities Act.

Issuer Purchases of Equity Securities

None.

Use of Proceeds from Registered Securities

The Registration Statement on Form S-1 (Reg. No. 333-138894) in connection with our initial
public offering was declared effective by the Securities and Exchange Commission on February 6, 2007.
In our initial public offering, we sold 5,000,000 shares of our common stock at an initial public offering
price per share of $10.00. As of December 31, 2007, all of the net proceeds of the offering had been
used to fund operations. There had been no material change in the planned use of proceeds from our
initial public offering as described in our final prospectus dated February 6, 2007 filed with the SEC
pursuant to Rule 424(b)(4}.
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Stock Performance Graph

The following graph compares the cumulative total stockholder return on our common stock from
February 6, 2007 (the first trading date following our initial public offering) to December 31, 2007 with
the cumulative total return of (i) the NASDAQ Market Index and (ii) the NASDAQ Biotechnology
Index. This graph assumes the investment of $100.00 on February 6, 2007 in our common stock, the
NASDAQ Market Index and the NASDAQ Biotechnology Index, and assumes any dividends are
reinvested. We have not paid any dividends on our common stock, and we do not include dividends in
the representation of our performance. The stock price performance on the graph below does not
necessarily indicate future price performance.

COMPARISON OF CUMULATIVE TOTAL RETURN
AMONG SYNTA PHARMACEUTICALS CORE,
NASDAQ BIOTECH AND NASDAQ MARKET INDEX

120
o 100 B _r’/ — = % -
— — —a
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2/6/2007 3/31/2007 6/30/2007 9/30/2007 12/31/2007
—4¢— SYNTA PHARMACEUTICALS CORP.
— #— NASDAQC! BIOTECHNOLOGY INDEX
—— NASDAQ MARKET INDEX
2062007 3/31/2007  6/30/2007  9/30/2007  12/31/2007
Synta Pharmaceuticals Corp. ................. $100.00 $88.78 $ 9131 $ 7261 $ 7371
NASDAQBiotech . ........................ $100.00 $94.11 § 97.37 $103.07 § 97.68
NASDAQ Market Index . ................... $100.00 $98.33 $105.74 3109.66 $107.75

The information in this section shall not be deemed “soliciting material” or to be “filed” with the
Securities and Exchange Commission, and is not to be incorporated by reference in any filing of Synta
Pharmaceuticals Corp. under the Securities Act of 1933, as amended, or the Securities Exchange Act of
1934, as amended, whether made before or after the date of this Annual Report on Form 10-K and
irrespective of any general incorporation language in those filings.
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Item 6. SELECTED FINANCIAL DATA

The following table sets forth our selected consolidated financial data and has been derived from
our audited consolidated financial statements. Consolidated balance sheets as December 31, 2007 and
2006, as well as consolidated statements of operations for the years ended December 31, 2007, 2006,
and 2005, and the report thereon are included elsewhere in this Annual Report on Form 10-K. The
information below should be read in conjunction with our audited consolidated financial statements
(and notes thereon) and “Management’s Discussion and Analysis of Financial Condition and Results of
Operations,” included below in Item 7.

Years ended December 31,

2007 2006 2005 2004 2003

Consolidated Statement of Operations Data:
Collaboration FeVEIMUE . . . . . v o v v o oee e et it e $ 743 § - 3 — 3 — 3 —
GUANL TEVEIUE . o 2 v v v v v v s e e e e e et i n s i e e e e _ — — 173 1,304
TOtAl TEVEMUES . . o o o et e it e b i am e e 743 — — 173 1,304
Operaling expenses

Research and development . . . .. ... ... . i 52,025 50,503 59,901 38,136 24,337

In-process research and development .. .. ... .. ..... ... .0 —_ — 1,583 —

General and administrative . . . . . . . 0 et 14,934 8,648 11,279 7,383 5,261

Total Operating eXpenses . . . .. ..o vt v n v e 66,959 59,151 71,180 47,102 29,598
Loss from operations . . . . . v v v vttt e (66,216) (59,151) (71,180) (46,929) (28,294)
Investment INCOME, NEE . . . v v i i v e e e et et ettt et n i aaae s 2,721 1,881 2,317 905 416
NEt 1055 o v it e i et it e e e (63,495) (57,270) (68,863) (45934) (27.878)
Convertible preferred stock dividends . ... ... ... ... ... ... — 1,859 — — —
Convertible preferred stock beneficial conversion charge .. ......... 58,585 — — — —
Net loss attributable to common stockholders . . .. ... ... ... ... $(122,080) $ (59,129) § (68,863) § (45,934) § (27.878)

Basic and diluted net loss attributable to common stockholders per share . §  (3.76) 8  (2.66)$  (3.09) 8 (246)§ (1.80)
Weighted average shares used in computing basic and diluted net loss per

common Share . . . . .. i e 32,466 22,265 22,253 18,704 15,024
As of December 31,
2007 2006 2005 2004 2003

Consolidated Balance Sheet Data:

Cash, cash equivalents and marketable securities . .. ............. $ 115577 § 46,824 § 62,057 $ 124,968 § 76,226
Working capital ... ... ... ... . e 96,225 36,081 48,476 113,147 73,564
Total ASSELS . . . . . i e e e e e e e 122,649 54,789 71,210 132,019 80,387
Capital lease obligations, net of current portion . . .. .. ... ... ..., 2815 3,170 4,259 1,188 —
Deferred collaboration revenue, net of current portion{1) . . ... ...... 74,166 — — — —
Convertible preferred stock . . . ... ... ..o i — 41,820 —_ - —
COMMON SI0CK © & . & v v e e e et e e e et e e e 3 2 2 2 2
Additional paid-in capital . . ... ... ... Lo e 324946 234807 239,029 238,930 144,154
Accumulated deficit. . .. .o oo e (300,053) (236,558) (179,288) (110,425) (64,491}
Total stockholders’ equity (deficit) . . . . ... .. ... ... ... ... 24,896 (1,747y 52477 117,956 76,891

(1) In October 2007, we entered into the GSK Agreement with GSK for elesclomol. See Notes 2 and 8 in the accompanying
consolidated financial statements.
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Item 7. MANAGEMENT’S DISCUSSION AND ANALYSIS OF FINANCIAL CONDITION AND
RESULTS OF OPERATIONS

This Management’s Discussion and Analysis of Financial Condition and Results of Operations should
be read together with the consolidated financial statements, related notes and other financial information
included elsewhere in this Annual Report on Form 10-K.

Overview

We are a biopharmaceutical company focused on discovering, developing, and commercializing
small molecule drugs to extend and enhance the lives of patients with severe medical conditions,
including cancer and chronic inflammatory diseases. We have a unique chemical compound library, an
integrated discovery engine, and a diverse pipeline of clinical- and preclinical-stage drug candidates
with distinct mechanisms of action and novel chemical structures. We have three drug candidates in
clinical trials, one drug candidate in preclinical studies, and one program in the lead optimization stage
of discovery, as well as other programs in earlier stages of discovery. We discovered and developed
each of our drug candidates internally using our compound library and discovery capabilities, At
present, other than our lead drug candidate, elesclomol, we retain all rights to each of our drug
candidates and programs, across all geographic markets and therapeutic indications. We have entered
into a partnership with GlaxoSmithKline, or GSK, for the joint development and commercialization of
elesclomol.

Our Lead Drug Candidate, Elesclomol (formerly, STA-4783)

Our most advanced clinical-stage drug candidate, elesclomol, is a novel, injectable, small molecule
compound that triggers apoptosis, or programmed cell death, in cancer cells, which we believe has
potential for the treatment of a broad range of cancer types.

In September 2006, we announced positive results for elesclomol in combination with paclitaxel, a
leading chemotherapeutic agent, in a double-blind, randomized, controlled, multicenter Phase 2b
clinical trial in patients with stage IV metastatic melanoma. We believe that this is the first blinded
clinical trial of a drug candidate for the treatment of metastatic melanoma in 30 years to meet its
primary endpoint with statistical significance. In November 2006, we received Fast Track designation
from the U.S. Food and Drug Administration, or FDA, for the development of elesclomol for the
treatment of metastatic melanoma. In December 2007, we received orphan drug designation for
elesclomol in this indication in the United States from the FDA. Orphan drug status is designed to
encourage biotechnology and pharmaceutical companies to develop drugs for rare diseases affecting
fewer than 200,000 people in the United States. Assuming that elesclomol is approved by the FDA, we
will be entitled to seven years of market exclusivity for elesclomol for the treatment of patients with
metastatic melanoma.

Based on the results of our Phase 2b trial, we initiated a global, pivotal Phase 3 clinical trial of
elesclomol in metastatic melanoma, called the SYMMETRY trial, in the third quarter of 2007. The
SYMMETRY trial is being conducted under the terms of a Special Protocol Assessment, or SPA,
agreed to by the FDA. The SPA process provides for a written agreement between a clinical trial
sponsor and the FDA that the proposed design and planned analyses of the clinical trial is sufficient to
support regulatory approval of a drug candidate, unless public health concerns unrecognized at the time
of the protocol assessment become evident. The SYMMETRY trial is enrolling patients with stage IV
metastatic melanoma who have not received prior chemotherapy but who may have already been
treated with non-chemotherapeutic agents, such as biologics. Approximately 630 patients will be
enrolled in the blinded, randomized, controlied study, which generally mirrors the design of our
Phase 2b trial and will be conducted at approximately 150 centers worldwide.
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As with our prior Phase 2b trial, patients enrolled in the SYMMETRY trial will be randomized to
receive either elesclomol plus paclitaxel or paclitaxel alone. The dosage of each agent, the dosing
schedule, and the primary endpoint—progression frec survival, or PFS—are the same as in our prior
Phase 2b trial. The SYMMETRY trial increases the total number of patients enrolled from the prior
Phase 2b trial and includes central review of radiology scans, stratification to ensure balance between
treatment and control arms, and a no-crossover design for facilitating the assessment of overall survival,
or OS.

Based on our current enrollment projections and event rate targets, we expect to complete
enroliment and initiate the primary endpoint analysis of the SYMMETRY trial by the end of 2008.
Assuming that the results of the PFS analysis are positive, we plan to submit a new drug application, or
NDA, to the FDA in the first half of 2009. If actual enrollment or event rates differ from our current
projections, our target dates for completing the PFS analysis and submitting the NDA will likely
change. .

In October 2007, we entered into a collaborative development, commercialization and license
Agreement with GSK for elesclomol, under which we are eligible to receive up to $1.01 billion in
milestones and other payments, as well as share 40-50% of the profits and losses from sales in the
United States and receive double-digit tiered royalties from sales outside of the United States. Under
the terms of the GSK Agreement, the companies will jointly develop and commercialize elesclomol in
the United States, and GSK will have exclusive responsibility for the development and
commercialization of elesclomol outside the United States. Pursuant to the agreement, we received a
non-refundable upfront cash payment of $80 million in November 2007. We are also eligible to receive
potential pre-commercial milestone payments from GSK of up to $585 million, which include both
payments for operational progress, such as trial initiation and enrollment, and payments for positive
clinical and regulatory outcomes, such as regulatory approval. Of the $585 million in potential
payments, $135 million are related to the development in metastatic melanoma and up to $450 million
are related to the development of elesclomol in other cancer indications. In addition, we are eligible to
receive up to $300 million in potential commercial milestone payments from GSK based on achieving
certain net sales thresholds. We will take the lead role and fund, up to a specified amount, all activities
related 10 seeking FDA approval of elesclomol for the treatment of metastatic melanoma. We will also
fund early clinical development of elesclomol in two other cancer indications. All other worldwide
development costs will be shared, with us responsible for a modest proportion of those costs. In the
United States, our share of the operating profits and losses from the commercialization and sales of
elesclomol will be 40-50%, with the percentage increasing as the level of annual sales increases. We
may elect not to participate in co-commercialization, in which case we would earn royalties in licu of
profit-sharing. Outside of the United States, we will receive double-digit tiered royalties. Under the
GSK Agreement, GSK may, subject to our agreement, purchase up to $45 million of our common stock
in two separate tranches upon the achievement of specified development and regulatory milestones. In
the first tranche, GSK would be obligated to buy $25 million of our common stock at our sole '
discretion. We attributed $260,000 of value to this option to require GSK to purchase our common
stock. The second tranche of $20 million of common stock would be subject to the agreement of both
us and GSK. The per share purchase price under each tranche would be at a specified premium. GSK
may terminate the agreement upon not less than three months’ written notice at any time prior to the
date of the first commercial sale of an elesclomol product and upon not less than six months’ written
notice at any time on and after such date, in which case GSK may be obligated in certain circumstances
to make additional payments to us. Under the GSK Agreement, we have the right, but not the
obligation to participate in various joint governance committees. The agreement was subject to the
Hart-Scott-Rodino Act and has received clearance by the U.S. government.
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Our Other Oncology Drug Candidates and Research Programs

S§TA-9090. STA-9090 is a novel, injectable, small molecule drug candidate we are developing for
the treatment of cancer. STA-9090 inhibits heat shock protein 90, or Hsp90, a chaperone protein that
regulates the activity of numerous signaling proteins that trigger uncontrolled proliferation in cancer
cells, in particular kinase proteins. Examples of kinase proteins include c¢-Kit, Ber-Abl, Her2, EGFR,
and others that are the targets of approved direct kinase inhibitors such as Gleevec, Herceptin, Tarceva,
and Erbitux. We believe that inhibiting kinases indirectly, by disrupting the chaperone activities of
Hsp90, provides two advantages: first, a means 1o simultaneously attack multiple cancer-promoting
kinases; and, second, an ability to kill tumor cells with mutated kinases that have lost responsiveness to
a direct kinase inhibitor. We have shown in preclinical experiments that STA-9090 is significantly more
potent against certain types of cancer cells than Gleevec, as well as the two Hsp90 inhibitors furthest
along in clinical development, 17-AAG and 17-DMAG. STA-9090 is further differentiated from these
Hsp90 inhibitors because it is a novel chemical structure that is not a derivative or analog of the
natural product geldanamycin. We believe that this creates a distinct activity profile for STA-9090 and is
a competitive advantage. We are currently conducting two Phase 1 studies to identify the maximum
tolerated dose of STA-9090 based on once- and twice-a-week intravenous dosing schedules, respectively.
In addition to an evaluation of safety and tolerability, patients in these studies will be assessed for
biological activity based on biomarker responses and clinical response rates based on the RECIST
criteria,

S$TA4-9584. STA-9584 is a novel, injectable, small molecule compound that disrupts the blood
vessels that supply tumors with oxygen and essential nutrients. In preclinical experiments, STA-9584 has
shown strong anti-tumor activity in a broad range of cancer models, including prostate, lung, breast,
melanoma, and lymphoma. In preclinical testing, STA-9584 has been shown to act against established
tumor vessels, a mechanism that is differentiated from the mechanism of anti-angiogenesis inhibitors
such as Avastin, which prevents the formation of new tumor vessels. This program is currently in
preclinical development. |

Autoimmune and Inflammatory Diseases

Apilimod (5TA-5326). Apilimod is a novel, orally administered, small molecule drug candidate we
are developing for the treatment of autoimmune and other chronic inflammatory diseases. Apilimod
inhibits the production of the cytokines interleukin-12, or IL-12, and interleukin-23, or 1L-23, and
thereby down-regulates the inflammation pathways that underlie certain autoimmune and inflammatory
diseases. We are currently conducting a Phase 2a clinical trial of apilimod in patients with rheumatoid
arthritis, or RA. The preliminary results of the first 22 patients in the RA trial showed encouraging
biomarker and clinical signals suggesting activity of apilimod in this indication. We have elected to
enroll an additional cohort in the RA Phase 2a trial to explore a higher dose of apilimod. We expect to
complete enrollment of this higher dose cohort in the second half of 2008.

CRAC ion channel inhibitor.  'We have developed novel, small molecule inhibitors of calcium
release activated calcium, or CRAC, ion channels expressed on immune cells. The CRAC ion channel
is the primary route for calcium entry into T cells and other immune cells, regulating multiple immune
cell processes important for initiating and maintaining an inflammatory immune response. We have
demonstrated in preclinical experiments that our CRAC ion channel inhibitors selectively inhibit the
production of critical pro-inflammatory cytokines, such as interleukin-2, or IL-2, and TNFa by immune
cells, and that these compounds are effective in multiple animal models of immune diseases, including
models of arthritis. This program is in the lead optimization stage of discovery.
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Initial Public Offering

In February 2007, we raised $50.0 million in gross proceeds from the sale of 5,000,000 shares of
our common stock in our initial public offering, or the IPO, at $10.00 per share. The net offering
proceeds to us after deducting approximately $5.3 million in expenses for underwriters’ discounts, fees
and commissions, legal, accounting, printing, listing and filing fees, and miscellaneous expenses were
approximately $44.7 million. All outstanding shares of our Series A convertible preferred stock and
$1.9 million in accumulated dividends on the Series A convertible preferred stock were converted into
6,278,765 shares of common stock upon the completion of the IPO. In accordance with Emerging
Issues Task Force, or EITF, No. 98-5, Accounting for Convertible Securities with Beneficial Conversion
Features or Contingently Adjustable Conversion Ratios, and EITF No. 00-27, Application of Issue No. 98-5
to Certain Convertible Instruments, we recorded a non-cash beneficial conversion charge of
approximately $58.6 million in February 2007 in connection with the contingent adjustable conversion
feature of the Series A convertible preferred stock.

We were incorporated in March 2000 and commenced operations in July 2001, Since that time, we
have been principally engaged in raising capital and in the discovery and development of novel drug
candidates.

Since our inception, we have had no revenues from product sales. We have funded our operations
principally with $195.4 million in net proceeds from private placements of our common stock,
$40.0 million in net proceeds from a private placement of our Series A convertible preferred stock,
$44.7 million in net proceeds from our initial public offering, and an $80 million non-refundable
upfront payment under the GSK Agreement, which, together with the exercise of common stock
warrants and options, provided aggregate net cash proceeds of approximately $361.4 million through
December 31, 2007. .

We have devoted substantially all of our capital resources to the research and development of our
drug candidates. We have never been profitable and, as of December 31, 2007, we had an accumulated
deficit of $300.1 million. We expect to incur significant and increasing operating losses for the
foreseeable future as we advance our drug candidates from discovery through preclinical development
and clinical trials and seek regulatory approval and eventual commercialization. In addition to these
increasing research and development expenses, we expect general and administrative costs to increase
in connection with additional headcount, public-company requirements and compliance, commercial
development and medical community relations, as we, together with GSK, prepare for the potential
launch of elesclomol. We will need to generate significant revenues to achieve profitability and may
never do so. '

Financial Operations Overview
Revenue

We have not yet generated any product revenue and do not expect to generate any product
revenue for the foreseeable future. We will seek to generate revenue from product sales and from
future collaborative or strategic relationships, which could include research and development, milestone
payments, profit sharing and royalties, In October 2007, we entered into the GSK Agreement with GSK
for our lead drug candidate, elesclomol. The $80 million non-refundable upfront payment we received
from GSK in November 2007, together with the $260,000 estimated value of an option to require GSK
to purchase $25 million of our common stock, is being recognized as collaboration revenue using the
time-based model over the estimated performance period, the 15-year period through the earliest
expiration date of the related patents, which we estimate to be the effective life of the GSK Agreement
(see Revenue Recognition in the Critical Accounting Policies and Estimates section). In 2007, we
recognized $743,000 of coltaboration revenue under the GSK Agreement. In the future, we expect any
revenue we generate will fluctuate from quarter-to-quarter as a result of the timing and amount of
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payments received under the GSK Agreement and from future collaborations or strategic relationships,
and the amount and timing of payments we receive upon the sale of our drug candidates, to the extent
any are successfully commercialized.

Research and Development

Research and development expense consists of costs incurred in connection with developing and
advancing our drug discovery technology and identifying and developing our drug candidates. We
charge all research and development expenses to operations as incurred.

Our research and development expense consists of:
+ internal costs associated with research, preclinical and clinical activities;

* payments to third party contract research organizations, investigative sites and consultants in
connection with our preclinical and clinical development programs;

* costs associated with drug formulation and supply of drugs for clinical trials;
* personnel related expenses, including salaries, stock-based compensation, benefits and travel, and

* overhead expenses, including rent and maintenance of our facilities, and laboratory and other
supplies.

We do not know if we will be successful in developing our drug candidates. While expenses
associated with the completion of our current clinical programs are expected to be substantial and
increase, we believe that accurately projecting total program-specific expenses through
commercialization is not possible at this time. The timing and amount of these expenses will depend
upon the costs associated with potentiat future clinical trials of our drug candidates, and the related
expansion of our research and development organization, regulatory requirements, advancement of our
preclinical programs and product manufacturing costs, many of which cannot be determined with
accuracy at this time based on our stage of development. This is due to the numerous risks and
uncertainties associated with the duration and cost of clinical trials, which vary significantly over the life
of a project as a result of unanticipated events arising during clinical development, including with
respect to:

« the number of clinical sites included in the trizal;
* the lehgth of time required to enroll suitable subjects;
* the number of subjects that ultimately participate in the trials; and

* the efficacy and safety results of our clinical trials and the number of additional required clinical
trials.

Our expenditures are subject to additional uncertainties, including the terms and timing of
regulatory approvals and the expense of filing, prosecuting, defending or enforcing any patent claims or
other intellectual property rights. In addition, we may obtain unexpected or unfavorable results from
our clinical trials. We may elect to discontinue, delay or modify clinical trials of some drug candidates
or focus on others. A change in the outcome of any of the foregoing variables in the development of a
drug candidate could mean a significant change in the costs and timing associated with the
development of that drug candidate. For example, if the FDA or other regulatory authority were to
require us to conduct clinical trials beyond those that we currently anticipate, or if we experience
significant delays in any of our clinical trials, we would be required to expend significant additional
financial resources and time on the completion of clinical development. Additionally, future commercial
and regulatory factors beyond our control will evolve and therefore impact our clinical development
programs and plans over time.
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Despite this uncertainty, however, our development strategy for our lead clinical-stage drug
candidate, elesclomol, is currently based on a number of assumptions that allow us to make broad
estimates of certain clinical trial expenses. We initiated the SYMMETRY trial, our global, pivotal
Phase 3 clinical trial of elesclomo! for the treatment of metastatic melanoma, in the third quarter of
2007, and we expect the remaining costs necessary for the NDA submission, including the cost of the
clinical trial, clinical drug supplies, registration manufacturing and regulatory activities necessary to
compile the NDA submission, together with the costs of related nonclinical toxicology and other testing
to support the trial, will be in the range of $60 million to $70 million. We do not expect to receive
regulatory approval of any of our drug candidates until 2009 at the earliest, if at all.

Beyond our three lead drug candidates, we anticipate that we will select drug candidates and
research projects for further development on an ongoing basis in response to their preclinical and
clinical success, as well as commercial potential.

General and Administrative

General and administrative expense consists primarily of salaries and related expenses for
personnel in executive, finance, business and commercial development, investor and medical community
relations, human resources and administrative functions. Other costs include stock-based compensation
costs, directors’ and officers’ liability insurance premiums, legal costs of pursuing patent protection of
our intellectual property, fees for general legal, accounting, public-company requirements and
compliance, and other professional services, as well as overhead-related costs not otherwise included in
research and development. We anticipate increases in costs of commercial development and medical
community relations, as we, together with GSK, prepare for the potential launch of elesclomol.

Convertible Preferred Stock Dividends

Convertible preferred stock dividends consisted of cumulative but undeclared dividends that were
payable on our Series A convertible preferred stock. The Series A convertible preferred stock accrued
dividends at 8% per year. All cutstanding shares of our Series A convertible preferred stock and the
$1.9 million in accumulated dividends were converted into 6,278,765 shares of our common stock upon
completion of the IPO in February 2007.

Critical Accounting Policies and Estimates

Our management’s discussion and analysis of our financial condition and results of operations are
based on our financial statements which have been prepared in accordance with U.S. generally
accepted accounting principles, or GAAP. The preparation of these financial statements requires us to
make estimates and judgments that affect the reported amounts of assets and liabilities and the
disclosure of contingent assets and liabilities at the date of the financial statements and the reported
amounts of revenues and expenses during the reported periods. We are required to make estimates and
judgments with respect to accrued expenses, acquisitions and stock-based compensation. We base our
estimates on historical experience, known trends and events, and various other factors that are believed
to be reasonable under the circumstances, the results of which form the basis for making judgments
about the carrying values of assets and liabilities that are not readily apparent from other sources and
the reported amounts of revenues and expenses. Actual results may differ from these estimates under
different assumptions or conditions.

We believe the following accounting policies and estimates are most critical to aid you in
understanding and evaluating our reported financial results.
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Revenue Recognition

Collaboration and License Agreements

Our principal sources of revenue may include upfront payments, development milestone payments,
reimbursements of development costs, profit sharing payments, sales milestones and royalties from our
collaborations. We recognize revenue from these sources in accordance with Staff Accounting Bulletin
104, “Revenue Recognition”, or SAB 104, Emerging Issues Task Force, or EITF, No. 99-19, “Reporting
Revenue Gross as a Principal Versus Net as an Agent”, or EITF No. 99-19, and EITF No. 00-21,
“Revenue Arrangements with Multiple Deliverables”, or EITF No. 00-21. The application of EITF
No. 00-21 requires subjective analysis and requires management to make estimates and assumptions
about whether deliverables within multiple-element arrangements are separable from the other aspects
of the contractual arrangement into separate units of accounting and to determine the fair value to be
allocated to each unit of accounting.

We entered into the GSK Agreement with GSK in October 2007. We evaluated the multiple
deliverables within the GSK Agreement in accordance with the provisions of EITF No. 00-21 to
determine whether the delivered elements that are our obligation have value to GSK on a stand-alone
basis and whether objective reliable evidence of fair value of the undelivered items exists. Deliverables
that meet these criteria are considered a separate unit of accounting. Deliverables that do not meet
these criteria are combined and accounted for as a single unit of accounting. The appropriate
recognition of revenue is then applied to each separate unit of accounting.

Our deliverables under the GSK Agreement, including the related rights and obligations,
contractual cash flows and performance periods, are more fully described in Note 8 in the
accompanying consolidated financial statements, and are considered a single unit of accounting.

The GSK Agreement consists of the following key funding streams: a non-refundable upfront
payment, product development milestone payments, reimbursements of certain development costs, sales
milestone payments, profit sharing payments and product royalty payments. The cash flows associated
with the single unit of accounting from the development portion of the GSK Agreement are recognized
as revenue using a time-based model. Under this model, cash flow streams are recognized as revenue
over the estimated performance period. Upon receipt of cash payments, revenue is recognized to the
extent the accumulated service time, if any, has occurred. The remainder is deferred and recognized as
revenue ratably over the remaining estimated performance period. A change in the period of time
expected to complete the deliverable is accounted for as a change in estimale on a prospective basis.
Revenue is limited to amounts that are nonrefundable and that GSK is contractually obligated to pay us.

The $80 million non-refundable upfront payment we received from GSK in November 2007,
together with the $260,000 estimated value of an option to require GSK to purchase $25 million of our
common stock, is being recognized as collaboration revenue using the time-based model over the
estimated performance period, the 15-year period through the earliest expiration date of the related
patents, which we estimate to be the effective life of the GSK Agreement. We are also recognizing
product development milestone payments and reimbursements of development costs as collaboration
revenue using the time-based model over the same performance period through November 2022. Based
on the guidance of EITF No. 99-19, we have determined that we are acting as a principal under the
GSK Agreement and, as such, have recorded these amounts as collaboration revenue. In 2007, we
recognized $743,000 of collaboration revenue under the GSK Agreement.

Profit sharing payments are based upon a formula that provides for a range of 40-30% of net
profits earned on U.S. sales of products included in the GSK Agreement. Royalty revenues are based
upon a percentage of sales in non-U.S. territories. Profit sharing payments and royalties from the sales
of products included in the GSK Agreement will be recorded on the accrual basis when results are
reliably measurable, collectability is reasonably assured and all other revenue recognition criteria are
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met. Sales milestones, which are based upon the achievement of certain agreed-upon sales thresholds,
will be recorded when the respective sales threshold is achieved and collectability is reasonably assured.

Deferred Collaboration Revenue

Consistent with our policy on revenue recognition, deferred collaboration revenue represents cash
received in advance for licensing fees, option fees, consulting, research and development contracts and
related cost sharing and supply agreements. Such payments are reflected as deferred collaboration
revenue until revenue can be recognized under our revenue recognition policy. Deferred collaboration
revenue is classified as current if management believes we will complete the earnings process and be
able to recognize the deferred amount as revenue within 12 months of the balance sheet date. At
December 31, 2007, total deferred collaboration revenue was approximately $79.5 million, of which
$5.4 million was current and will be recognized as revenue during 2008,

Accrued Expenses

As part of the process of preparing financial statements, we are required to estimate accrued
expenses. This process involves identifying services which have been performed on our behalf, and
estimating the level of service performed and the associated cost incurred for such service as of each
balance sheet date in our financial statements. Given our current business, the primary area of
uncertainty concerning accruals which could have a material effect on our business is with respect to
service fees paid to contract manufacturers in conjunction with the production of clinical drug supplies
and to contract research organizations in connection with our preclinical studies and clinical trials. In
connection with all of the foregoing service fees, our estimates are most affected by our understanding
of the status and timing of services provided. The majority of our service providers, including contract
research organizations, invoice us in arrears for services performed. In the event that we do not identify
some costs which have begun to be incurred, or we under or over estimate the level of services
performed or the costs of such services in a given period, our reported expenses for such period would
be too low or too high. We currently reflect the over or under accrual of expenses directly in our
operations in the period the amount was determined.

Our arrangements with contract research organizations in connection with clinical trials often
provide for payment prior to commencing the project or based upon predetermined milestones
throughout the period during which services are expected to be performed. We recognize expense
relating to these arrangements based on the various services provided over the estimated time to
completion. The date on which services commence, the level of services performed on or before a given
date, and the cost of such services are often determined based on subjective judgments. We make these
judgments based upon the facts and circumstances known to us based on the terms of the contract or
our ongoing monitoring of service performance. In the years ended December 31, 2007, 2006 and 2005,
respectively, we had arrangements with multiple contract research organizations whereby these
organizations commit to performing services for us over multiple reporting periods. We currently
recognize and plan to continue to recognize the expenses associated with these arrangements based on
our expectation of the timing of the performance of components under these arrangements by these
organizations. Generally, these components consist of the costs of setting up the trial, monitoring the
trial, closing the trial and preparing the resulting data.

With respect to financial reporting periods presented in this Annual Report on Form 10-K, and
based on our receipt of invoices from our third party providers, the timing of our actual costs incurred
have not differed materially from our estimated timing of such costs. In light of the foregoing, we do
not believe our estimates of future expenses and our practice of making judgments concerning the
accrual of expenses are reasonably likely to change in the future. There were no changes in our
estimates and accruals for contract service fees that had a material effect on our net losses in the years
ended December 31, 2007, 2006 and 2005, respectively.
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Stock-Based Compensation

Effective January 1, 2006, we adopted Staternent of Financial Accounting Standards, or SFAS,
No. 123R, Share-Based Payment, or SFAS No. 123R, for stock-based awards to employees, using the
modified prospective method of transition for awards granted after January 17, 2005 (valued using the
fair value method), and using the prospective method for awards granted prior to January 17, 2005
(valued using the minimum value method). Therefore, compensation cost recognized in the years ended
December 31, 2007 and 2006 includes: (1) compensation costs related to the vesting of stock options
granted after January 17, 2005 but prior to January 1, 2006, based on the grant date fair value method
estimated in accordance with the provisions of SFAS No. 123, Accounting for Stock-Based
Compensation, or SFAS No. 123, adjusted for estimated forfeitures, (2) compensation costs related to
the continued vesting of nonvested restricted stock awards granted prior to January 1, 2006, and
(3) compensation costs for all share-based payments granted or modified subsequent to January 1,
2006, based on the provisions of SFAS No. 123R.

We continue to use the Black-Scholes option pricing maodel as the most appropriate valuation
method for our option grants. The Black-Scholes mode! requires inputs for risk-free interest rate,
dividend yield, volatility and expected lives of the options. Since we do not have a significant history of
stock trading activity, expected volatility is based on historical data from several public companies
similar in size and value to us. We will continue to use a weighted average approach using historical
volatility and other similar public entity volatility information until historical volatility of our common
stock is relevant to measure expected volatility for future option grants. We estimate the forfeiture rate
based on historical data. OQur options generally vest 25% after one year of service and quarterly over
three years thereafter. Based on an analysis of historical forfeitures, we applied a forfeiture rate of 10%
to all options that vest upon completion of the first year of service following the date of grant. The
analysis will be re-evaluated at least annually and the forfeiture rate will be adjusted as necessary. The
risk-free interest rate for periods within the contractuat life of the option is based on the U.S. Treasury
yield curve in effect at the time of the grant. The expected lives for options granted represents the
period of time that options granted are expected to be outstanding. Since January 1, 2006, we have
used the simplified method for determining the expected lives of options.

For awards with graded vesting, we allocate compensation costs under SFAS No. 123R on a
straight-line basis over the requisite service period. Accordingly, we amortized the fair value of each
option over each option’s service period, which is generally the vesting period.

We account for stock options issued to non-employees in accordance with the provisions of
SFAS No. 123 and EITF No. 96-18, Accounting for Equity Instruments that are Issued to Other than
Emplovees, or in Conjunction with Selling Goods or Services, which requires valuing and remeasuring
such stock options to the current fair value until the performance date has been reached.

Certain of our options granted 1o non-employees that are fully vested and no longer subject to a
performance requirement are subject to EITF Issue No. 00-19, Accounting for Derivative Financial
Instruments Indexed to, and Potentially Settled in, a Company’s Own Stock, which requires the stock
options held by certain non-employee consultants to be accounted for as liability awards. The fair value
of these vested and unexercised awards was recognized as liability awards starting in April 2007
following the registration of stock options under Form S-8, using the Black-Scholes model. As of
December 31, 2007, a liability of $1,343,000 was reflected in the balance sheet as other current
liabilities. The fair value of the award is re-measured at each financial statement reporting date until
the options are exercised or expire. When and if non-employee consultants exercise their options or the
options expire, the corresponding liability will be reclassified to equity. As of December 31, 2007,
vested stock options to acquire 312,911 shares of common stock held by non-employee consultants
remained unexercised.
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Our net loss for the years ended December 31, 2007 and 2006 includes $5.4 million and
$4.8 million, respectively, of compensation costs and no income tax benefit related to our stock-based
compensation arrangements for employee and non-employee awards. As of December 31, 2007, the
total amount of unrecognized stock-based compensation expense is $12.6 million, which will be
recognized over a weighted average period of 4.0 years.

Consolidated Results of Operations
Year Ended December 31, 2007 Compared with Year Ended December 31, 2006

Revenue
2007 to 2006
Year Ended December 31, Change
2007 2006 $ %o
{dollars in millions)
REVENUES . .o vttt et et eeae e eaas $0.7 $ — $0.7 —

In October 2007, we entered into a collaborative development, commercialization and license
agreement with GSK for elesclomol. Under the terms of the GSK Agreement, the companies will
jointly develop and commercialize elesclomol in the United States, and GSK will have exclusive
responsibility for the development and commercialization of elesclomol outside the United States. The
$80 million non-refundable upfront payment we received from GSK in November 2007, together with
the $260,000 estimated value of an option to require GSK to purchase $25 million of our common
stock, is being recognized as collaboration revenue using the time-based model over the estimated
performance period, the 15-year period through the earliest expiration date of the related patents,
which we estimate to be the effective life of this agreement (see Notes 2 and 8 in the accompanying
consolidated financial statements).

Research and Development Expense

2007 to 2006
Year Ended December 31, Change
2007 2006 § %o
{dollars in millions)
Clinical-stage drug candidates

Elesclomol . ..................... $32.0 $ 96 $224 233%
Apilimod . .......... ... ol 1.3 16.8 (155) (92)%
STA9090 . . . ... . i 7.0 12.3 (5.3) 43)%
Total clinical-stage drug candidates ... ... 40.3 38.7 1.6 4%
Early stage and discontinued programs . . . 11.7 11.8 (0.1) ()%
Total research and development ... ... .. $52.0 $50.5 $ 15 3%

In the year ended December 31, 2007, costs incurred under our elesclomol program increased by
$22.4 million over the year ended December 31, 2006, including a $13.7 million increase for personnel
costs, related research supplies, operational overhead and stock compensation, and an $8.7 million
increase for external costs. These increases were principally due to start-up expenses incurred in
connection with the SYMMETRY trial, our global, pivotal Phase 3 clinical trial of elesclomol for the
treatment of metastatic melanoma, which was initiated in the third quarter of 2007, offset by
non-recurring external costs incurred in 2006 in connection with the completion of the Phase 2b clinical
trial for metastatic melanoma.

In the year ended December 31, 2007, costs incurred in connection with apilimod for the
treatment of Crohn’s disease decreased by $15.5 million over the year ended December 31, 2006,
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including a $6.8 million decrease for personnel costs, related research supplies, operational overhead
and stock compensation, and an $8.7 million decrease for non-recurring external costs. These decreases
were principally due to the completion of the Phase 2b clinical trial in June 2006.

In the year ended December 31, 2007, costs incurred under our STA-9090 program decreased by
$5.3 million over the year ended December 31, 2006, including a $2.9 million decrease for personnel
costs, related research supplies, operational overhead and stock compensation, and a $2.4 million
decrease for external costs. These decreases were principally due to the advancement of the program
from preclinical development into clinical development upon the filing of an investigational new drug
application in the third quarter of 2007 and the initiation of two Phase 1 clinical trials in the fourth
quarter of 2007.

In addition, in the year ended December 31, 2007, costs incurred under our early-stage and
discontinued programs decreased by $0.1 million over the year ended December 31, 2006, including a
$0.6 million increase for personnel costs, related research supplies, operational overhead and stock
compensation, offset by a $0.7 million decrease for external costs.

General and Administrative Expense

2007 to 2006 |
Year Ended December 31, Change
2007 2006 $ %o
(dollars in millions)
General and administrative ............. $14.9 $8.6 $6.3 73%

The increase in general and administrative expense principally resulted from increases of
$1.8 million for personnel costs and related overhead in connection with increased headcount, and
$4.4 million in external professional fees, including investor and medical community relations, public-
company reporting and compliance requirements and increased director and officer insurance
premiums following completion of our IPO in February 2007, and intellectual property and general
legal fees, as well as a $0.1 million increase in stock-based compensation.

Investment Income, Net

2007 to 2006
Year Ended December 31, Change
2007 2006 § %
(dollars in millions)
Investment income, net . . ............. $2.7 $1.9 30.8 42%

The increase in net investment income was principally due to the higher average cash balances
resulting from the net cash proceeds of $44.7 million raised from the sale of our common stock in the
IPO in February 2007 and the $80 million non-refundabie upfront payment received from GSK in
November 2007.

Net Loss
Year Ended December 31, 2007 to 2006 Change
2007 2006 $ %
(doliars in millions except for net loss per share)
Netloss.................... $(63.5) $(57.3) $(6.2) (1Y%
Basic and diluted net loss per
share attributable to common
stockholders . .. ............ $(3.76) $(2.66)
76




The increase in the basic and diluted net loss per share attributable to common stockholders was
principally due to the non-cash beneficial conversion charge of approximately $58.6 million that was
recognized in February 2007 in connection with the contingent adjustable conversion feature of the
Series A convertible preferred stock that converted into common stock upon the completion of the IPO
in February 2007, offset in part by an increase in the number of weighted average common shares
outstanding resulting from the sale of 5,000,000 shares of common stock and the conversion of the
Series A preferred stock and accumulated dividends into 6,278,765 shares of common stock in
connection with the [PO.

Year Ended December 31, 2006 Compared with Year Ended December 31, 2005

Revenue

There were no revenues in the years ended December 31, 2006 and 2005.

Research and Development Expense

2006 to 2005
Year Ended December 31, Change

2006 2005 $ %o
(dollars in millions}

Clinical-stage drug candidates

Elesclomol .. .........coiiinrn.. $ 9.6 $14.0 $ 44 (3%
Apilimod ... 16.8 275 10.7)  (39)%
STAG090 . ..o eeeeeeae s 12.3 4.6 77 161%
Total clinical-stage drug candidates ... ... .. 38.7 46.1 (74) (16)%
Early stage and discontinued programs . . . .. 11.8 13.8 (20) (14)%
Total research and development .. ........ $50.5 $59.9 $ 94) (6)%

In the year ended December 31, 2006, costs incurred under our elesclomol program decreased by
$4.4 million over the year ended December 31, 2005, including a $5.2 million decrease for
non-recurring external costs incurred in 2005 and in the first half of 2006 in connection with the
completion of certain clinical trials, offset by a $0.8 million increase for personnel costs, related
research supplies, operational overhead and stock compensation.

In the year ended December 31, 2006, costs incurred in connection with apilimod decreased by
$10.7 million over the year ended December 31, 2005, including a $4.0 million decrease for personnel
costs, related research supplies, operational overhead and stock compensation, and a $6.7 million
decrease for non-recurring external costs incurred in 2005 in connection with the completion of early-
stage clinical trials.

In the year ended December 31, 2006, costs incurred under our STA-9090 program increased by
$7.7 million over the year ended December 31, 2005, including a $4.8 million increase for personnel
costs, related research supplies, operational overhead and stock compensation, and a $2.9 million
increase for external costs. These increases were principally due to the advancement of the program
from the discovery phase into preclinical development.

In addition, in the year ended December 31, 2006, costs incurred under our early-stage and
discontinued programs decreased by $2.0 million over the year ended December 31, 2005, including a
$0.2 million increase for personnel costs, related research supplies, operational overhead and stock
compensation, offset by a $2.2 million decrease for external costs.
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General and Administrative Expense
2006 to 2005

Year Ended December 31, Change
2006 2005 $ %
(dollars in millions)
General and administrative . ........... $8.6 $11.3 $27 (2%

The decrease in general and administrative expense was principally due to $2.4 million incurred in
connection with the filing of a Registration Statement on Form S-1 with the Securities and Exchange
Commission in 2005 relating to an initial public offering of our common stock. We determined that we
would not complete the planned offering and withdrew the filing in June 2005, The related costs were
expensed in the year ended December 31, 2005 as we did not reactivate and complete the offering
within 90 days of the withdrawal of the filing. This decrease was also due to decreases of $0.6 million
for personnel costs and related overhead due principally to decreased headcount and $0.3 million in
external professional fees, principally for general legal and other consulting services, offset by an
increase in stock-based compensation of $0.6 million principally related to the net effect of the
increased expense in connection with implementation of SFAS No. 123R less the impact of the
conclusion of vesting of certain non-employee options in 2005.

Investment Income, Net

2006 to 2005
Year Ended December 31, Change
2006 2005 $ %
(dollars in millions)
Investment income, net .. ............. $1.9 $23 $04) (ON%

The decrease in investment tncome was principally due to a decrease in average cash balances as a
result of the use of existing cash resources during 2005 and 2006, prior to the net cash proceeds of
$40.0 million raised from the sale of our Series A convertible preferred stock in June 2006.

Convertible Preferred Stock Dividends

Series A convertible preferred stock dividends were $1.9 million for the year ended December 31,
2006 due to the issuance of the Series A convertible preferred stock in June 2006. The Series A
convertible preferred stock dividends accrued at the rate of 8% per year.

Net Loss
2006 to 2005
Year Ended December 31, Change
2006 2005 $ %o
(dollars in millions except for net loss per share)
Netloss . ovuive i inaine. $(57.3) $(68.9) $11.6 17%
Basic and diluted net loss per share
attributable to common stockholders . . $(2.66) $(3.09)

The decreases in net loss and basic and diluted net loss per share attributable to common
stockholders were principally due to the completion of several clinical trials in 2005 and in the first half
of 2006.
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Liquidity and Capital Resources
Sources of Liquidity

We have incurred significant operating losses since our inception. We have funded our operations
principally with $195.4 million in net proceeds from private placements of our common stock,
$40.0 million in net proceeds from a private placement of our Series A convertible preferred stock,
$44.7 million in net proceeds from the IPO, and the $80 million non-refundable upfront payment under
the GSK Agreement, which, together with the exercise of common stock warrants and options,
provided aggregate net cash proceeds of approximately $361.4 million through December 31, 2007. We
have also generated funds from government grant revenues, equipment lease financings and investment
income.

As of December 31, 2007, we had cash and cash equivalents of $115.6 million, an increase of
$68.8 million from $46.8 million as of December 31, 2006. This increase principally reflects
$44.7 million of net proceeds from our IPO, an $80 million non-refundable upfront payment under the
GSK Agreement and our net loss of $63.5 million during the year ended December 31, 2007, as
adjusted for non-cash charges for depreciation and stock-based compensation, and changes in working
capital.

In October 2007, we entered into the GSK Agreement with GSK and received a non-refundable
upfront cash payment of $80 million in November 2007. We are also eligible to receive potential pre-
commercial milestone payments from GSK of up to $585 million, which include both payments for
operational progress, such as trial initiation and enrollment, and payments for positive clinical and
regulatory outcomes, such as regulatory approval. Of the $585 million in potential payments,
$135 million are related to the development in metastatic melanoma and up to $450 million are related
to the development of elesclomol in other cancer indications. In addition, we are cligible to receive up
to $300 million in potential commercial milestone payments from GSK based on achieving certain net
sales thresholds. Based on our current operating plans, we expect to receive between $40 million and
$50 million in operational progress milestone payments in 2008.

Under our equipment lease agreement, we may periodically directly lease, or sell and lease back
up to a maximum outstanding balance of $6.0 million of equipment and leasehold improvements. In
June 2007, this agreement was extended through June 2008. As of December 31, 2007, approximately
$1.4 million was available under this revolving lease line for future property and equipment
expenditures.

Cash Flows

The following table provides information regarding our cash position, cash flows and capital
expenditures for the years ended December 31, 2007, 2006 and 2005 (in millions).

Year Ended December 31,
2007 2006 2005
(dollars in millions)

Cash, cash equivalents and marketable securities .. ................ ... $1156 $ 468 § 621
Working capital . .. ... 96.2 36.1 48.5
Cash flows provided by (used in):
Operating activities . . . . . ... it s 212 (53.0) (61.9)
Investing activities . . ... ... .. ettt e 10.8 23.6 39.2
Financing activities . . . . ... ottt s 439 393 38
Capital expenditures (included in investing activities) . ... ....... ... .... 24 (1) (49
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Our operating activities provided cash of $27.2 million in the year ended December 31, 2007,
including the $80 million non-refundable upfront payment received under the GSK Agreement in
November 2007, offset by $52.8 million in the use of cash in operating activities, Qur operating
activities used cash of $53.0 million and $61.9 million in the years ended December 31, 2006 and 2005,
respectively. The use of cash in all of these periods principally resulted from our losses from
operations, as adjusted for non-cash charges for depreciation and stock-based compensation, and
changes in our working capital accounts.

Our investing activities provided cash of $10.8 million, $23.6 million and $39.2 million in the years
ended December 31, 2007, 2006 and 2005, respectively. QOur investing activities in 2007 included sales
and maturities of marketable securities in our investment portfolio in the amount of $28.1 million,
offset by the purchases of marketable securities in the amount of $15.0 million and purchases of
property and equipment in the amount of $2.4 million. Our investing activities in 2006 included sales
and maturities of marketable securities in our investment portfolio in the amount of $143.4 million,
offset by the purchases of marketable securities in the amount of $118.2 million and purchases of
propetty and equipment in the amount of $1.6 million. Our investing activities in 2005 included sales
and maturities of marketable securities in our investment portfolio in the amount of $228.4 million,
offset by the purchases of marketable securities in the amount of $184.4 million and purchases of
property and equipment in the amount of $4.9 million, including a research and development expansion
of ane of our facilities.

Our financing activities provided $43.9 million, $39.3 million and $3.8 million in the years ended
December 31, 2007, 2006 and 2005, respectively. In February 2007, we raised net cash proceeds of
$44.7 million from the sale of 5,000,000 shares of common stock in the IPO. In June 2006, we raised
gross proceeds of $40.0 million from the sale of 8,000,000 shares of our Series A convertible preferred
stock. We raised $2.0 million, $1.4 million and $4.7 million in proceeds from the sale and lease-back of
property and equipment in the years ended December 31, 2007, 2006 and 2005, respectively. We repaid
$2.6 million, $2.1 miilion and $1.1 million in capital equipment leases in the years ended December 31,
2007, 2006 and 2005, respectively. In January 2007, we repurchased 29,046 shares of our previously
restricted common stock in the amount of $0.3 million from certain officers and non-officer employees
in order to fund the minimum statutory tax withholding requirements related to the vesting of 80,000
shares of restricted common stock.

Contractual Obligations and Commitments

The following tables summarize our contractual obligations at December 31, 2007 and the effects
such obligations are expected to have on our liquidity and cash flows in future periods (in millions).

2009 2011
through through  More than
Contractual Obligations (as of December 31, 2007) Total 2008 2010 2012 5 years
Capital lease obligations(1) .. ..................... $59 $28 3528 %03 § —
Operating lease obligations . .. .................... 6.7 2.0 33 14 —
Research and development contracts .. .............. 361 264 9.7 — —
Consulting .. ... vt e 0.2 0.1 0.1 — —
Purchase obligations . .. ............... .. ... ..... 0.2 0.1 0.1 = —_
Total . ... ... e $49.1 $314 $16.0  S1.7 —

(1) Including scheduled interest payments.

Research and development contracts principally include contracts for human clinical studies,
animal studies and clinical manufacturing. The future research and development contract abligations in
the table of Contractual Obligations above assume that each of the studies and related manufacturing
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contracts is completed as planned. In the event a study or manufacturing contract is terminated prior to
planned completion by mutual agreement between the contractor and us, the amount paid under such
contracts may be less than the amounts presented.

Under various license agreements, substantially all of which are related to our early-stage discovery
programs, we may be obligated to pay up to an aggregate of $3.9 million if specified development and
commercialization milestones are met, as follows (in thousands). These amounts are not included in the
table of Contractual Obligations above.

ﬂslﬂlﬁ Amount
Phase 1 climical trials. . .. ... it i e e $ 150
Phase 2 clinical trials. . .. .. oo e 250
Phase 3 clinical trials. . . ... .. . i s 350
Completion of Phase 3 clinical trials . ............ ... . . oo 75
FDA new drug approval ... ... ... it 1,875
European market approval . ... ... ... . .. i 500
10 0 T=3 P 650
Total .. e e e e $3,850

Funding Requirements

We expect to incur substantial expenses and generate significant operating losses as we continue to
advance our drug candidates into preclinical studies and clinical trials and as we:

complete the SYMMETRY trial, our global, pivotal Phase 3 clinical trial of elesclomol for the
treatment of metastatic melanoma, that was initiated in the third quarter of 2007, and initiate
Phase 2 clinical trials of elesclomol in other cancer types;

begin to perform and fund pre-commercialization activities, and establish sales and marketing
functions and commercial manufacturing arrangements for elesclomol, consistent with our
obligations under our agreement with GSK;

complete the current Phase 2a clinical trial of apilimod for the treatment of RA, and possibly
initiate Phase 2 clinical trials of apilimod in other inflammatory disease indications;

initiate additional Phase 3 clinical trials of elesclomol in other cancer types and one or more
Phase 3 clinical trials of apilimod, if supported by Phase 2 results;

complete two Phase 1 clinical trials of STA-9090 that were initiated in the fourth quarter of
2007, initiate additional Phase 1 trials and initiate any later-stage additional clinical trials, if
supported by Phase 1 results; '

complete preclinical development of STA-9584 and initiate clinical trials, if supported by positive
preclinical data;

advance our CRAC ion channel inhibitor program into clinical trials, if supported by positive
preclinical data;

discover, develop, and seek regulatory approval for backups of our current drug candidates and
other new drug candidates;

identify additional compounds or drug candidates and acquire rights from third parties to those
compounds or drug candidates through licenses, acquisition or other means;

commercialize any approved drug candidates;
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* hire additional clinical, scientific, and management personnel; and
* add operational, financial, and management information systems and personnel.
Our funding requirements will depend on a number of factors, including:

. » the progress of our research and development programs, including the completion of preclinical
studies and clinical trials for our current drug candidates and the results from these studies and
trials;

* the number of drug candidates we advance into later-stage clinical trials and the scope of our
research and development programs;

+ our ability to discover additional drug candidates using our drug discovery technology and
advance them into clinical development;

+ the costs involved in preparing, filing, prosecuting, maintaining and enforcing patent claims for
our drug discovery technology and drug candidates and avoiding infringing the intellectual
property of others;

* the time and costs involved in obtaining regulatory approvals for our drug candidates;

+ our ability to establish and maintain collaborative arrangements, including our agreement with

GSK;

* the potential in-licensing of other products or technologies or the acquisition of complementary
businesses;

* the cost of manufacturing, marketing and sales activities, if any; and
* the timing, receipt and amount of revenue, if any, from our drug candidates.

We do not anticipate that we will generate product revenue for the next several years. We expect
our continuing operating losses to result in increases in cash used in operations over the next several
years. Based on our current operating plans, we expect our existing funds will be sufficient to fund
operations through at least 2008. Payment to us by GSK of milestones for our operational progress and
achievement of certain success criteria leading to the approval by the FDA of elesclomaol for the
treatment of metastatic melanoma could extend our cash availability, as could payments of milestones
in connection with the development of elesclomol in other cancer indications and achievement of
certain net sales thresholds. Based on our current operating plans, we expect to receive between
$40 million and $50 million in operational progress milestone payments, under our agreement with
GSK, in 2008. However, we may require significant additional funds earlier than we currently expect in
order to conduct additional clinical trials and seek reguiatory approval of our drug candidates. Because
of the numerous risks and uncertainties associated with the development and commercialization of our
drug candidates, we are unable to estimate the amounts of increased capital outlays and operating
expenditures associated with our current and anticipated clinical trials.

Additionat funding may not be available to us on acceptable terms or at all. In addition, the terms
of any financing may adversely affect the heldings or the rights of our stockholders. For example, if we
raise additional funds by issuing equity securities or by selling debt securities, if convertible, further
dilution to our existing stockholders may result. To the extent our capital resources are insufficient to
meet our future capital requirements, we will need to finance our future cash needs through public or
private equity offerings, collaboration agreements, debt financings or licensing arrangements.

If adequate funds are not available, we may be required to terminate, significantly modify or delay
our research and development programs, reduce our planned commercialization efforts, or obtain funds
through collaborators that may require us to relinquish rights to our technologies or drug candidates
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that we might otherwise seek to develop or commercialize independently. We may elect to raise
additional funds even before we need them if the conditions for raising capital are favorable.

Cash, Cash Equivalents and Marketable Securities

As of December 31, 2007, we had cash and cash equivalents of $115.6 million consisting of cash
deposited in a highly rated financial institution in the United States and in short-term money market
funds. Subsequent to year-end we transferred our invested funds to a short-term U.S. Treasury money
market fund. The primary objective of our investment activities is to preserve our capital for the
purpose of funding operations and we do not enter into investments for trading or speculative
purposes. We believe that we did not have material exposure to high-risk investments, such as
mortgage-backed securities, auction rate securities or other special investment vehicles, or SIV’s, within
our money-market fund investments. We also believe that we do not have any material exposure to
changes in fair value as a result of changes in interest rates. Declines in interest rates, however, would
reduce future investment income.

Off-Balance Sheet Arrangements

We do not have any off-balance sheet arrangements or relationships with unconsolidated entities of
financial partnerships, such as entities often referred to as structured finance or special purpose
entities.

Tax Loss Carryforwards

In 2005 and in 2007, we performed analyses to determine if there were changes in ownership, as
defined by Section 382 of the Internal Revenue Code, that would limit our ability to utilize certain net
operating loss and tax credit carryforwards. We determined that we experienced a change in ownership,
as defined by Section 382, in connection with the acquisition of Principia Associates, Inc. on
September 20, 2002, but did not experience a change in ownership upon the effectiveness of our 1PO.
As a result, the utilization of our federal tax net operating loss carryforwards generated prior to the
ownership change is limited. As of December 31, 2007 we have net operating loss carryforwards for
U.S. federal tax purposes of approximately $259.1 million, after taking into consideration net operating
losses expected to expire unused as a result of this limitation, and the remainder will expire in varying
amounts through 2027 unless utilized. In addition, as of December 31, 2007, we have state net
operating loss carryforwards of approximately $243.6 million, which will expire through 2011 unless
utilized. The utilization of these net operating loss carryforwards may be further limited as we
experience future ownership changes as defined in Section 382 of the Internal Revenue Code.

Recently Issued Accounting Pronouncements

In December 2007, the Financial Accounting Standards Board or the FASB, issued SFAS
No. 141R, Business Combinations, or SFAS No. 141R. The pronouncement establishes principles and
requirements for how an acquirer recognizes and measures in its financial statements the identifiable
assets acquired, the liabilities assumed, any noncontrolling interest in the acquiree and the goodwill
acquired. The pronouncement also establishes disclosure requirements to enable the evaluation of the
nature and financial effects of the business combination. SFAS No. 141R is effective for fiscal years
beginning after December 15, 2008. We are currently evaluating SFAS No. 141R and the impact it may
have on our results of operations or financial position.

In December 2007, the FASB issued SFAS No. 160, Noncontrolling Interests in Consolidated
Financial Statements—an Amendment of ARB No. 51, or SFAS No. 160. The pronouncement establishes
accounting and reporting standards pertaining to ownership interests in subsidiaries held by parties
other than the parent, the amount of net income attributable to the parent and to the noncontrolling
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interest, changes in a parent’s ownership interest, and the valuation of any retained noncontrolling
equity investment when a subsidiary is deconsolidated. The pronouncement also establishes disclosure
requirements that identify and distinguish between the interests of the parent and the interests of the
noncontrolling owners. SFAS No. 160 is effective for fiscal years beginning on or after December 15,
2008. We are currently evaluating SFAS No. 160 and the impact it may have on our results of
operations or financial position.

In June 2007, the EITF issued EITF No. 07-03, Accounting for Nonrefundable Advance Payments
for Goods or Services to Be Used in Future Research and Development Activities, or EITF No. 07-03,
which provides guidance for upfront payments related to goods and services of research and
development activities. EITF No. 07-03 is effective for fiscal years beginning after December 15, 2007,
We do not believe the adoption of EITF No. 07-03 will have a material impact on our overall financial
position or results of operations.

In February 2007, the FASB issued SFAS No. 159, The Fair Value Option for Financial Assets and
Financial Liabilities, or SFAS No, 159, including an amendment of SFAS No. 115, which permits entities
to choose to measure many financial instruments and certain other items at fair value that are not
currently required to be measured at fair value. SEAS No. 159 is effective for us beginning in 2008. We
do not believe the adoption of SFAS No. 159 will have a material impact on our overall financial
position or resuits of operations.

In September 2006, the FASB issued SFAS No. 157, Fair Value Measurements, or SFAS No. 157,
which provides guidance for using fair value to measure assets and liabilities, The pronouncement
clarifies (1) the extent to which companies measure assets and liabilities at fair value; (2) the
information used to measure fair value; and (3) the effect that fair value measurements have on
earnings. SFAS No. 157 will apply whenever another standard requires (or permits) assets or liabilities
to be measured at fair value. SFAS No. 157 will be applicable to us for {iscal years beginning after
November 15, 2007, In February 2008, the FASB issued SFAS No, 157-1 and No. 157-2 which delay the
effective date of SFAS No. 157 for one year for certain non-financial assets and liabilities and removes
certain leasing transactions from its scope. We do not believe the adoption of SFAS No. 157 will have a
material impact on our overall financial position or results of operations.

In July 2006, the FASB issued FASB Interpretation No. 48, Accounting for Uncertainty in Income
Taxes—an interpretation of FAS 109, or Interpretation No. 48. This interpretation clarifies the
accounting for uncertainty in income taxes recognized in a company’s financial statements in
accordance with FASB Statement No. 109, Accounting for Income Taxes. This interpretation prescribes a
recognition threshold and measurement attribute for the financial statement recognition and
measurement of a tax position taken in a tax return. It also provides guidance on derecognition,
classification, interest and penalties, accounting in interim periods, disclosure and transition.
Interpretation No. 48 is effective for fiscal years beginning after December 15, 2006. We adopted
Interpretation No. 48 effective January 1, 2007 and its adoption had no impact on our consolidated
results of operations and financial position.

Certain Factors That May Affect Future Results of Operations

The Securities and Exchange Commission encourages companies to disclose forward-looking
information so that investors can better understand a company’s future prospects and make informed
investment decisions. This Annual Report on Form 10-K contains such “forward-looking statements”
within the meaning of the Private Securities Litigation Reform Act of 1995.

LEINT3

Words such as “may,” “anticipate,” “estimate,” “expects,” “projects,” “intends,” “plans,”
“believes” and words and terms of similar substance used in connection with any discussion of future
operating or financial performance, identify forward-looking statements. All forward-looking statements
are management's present expectations of future events and are subject to a number of risks and
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uncertainties that could cause actual results to differ materially and adversely from those described in
the forward-looking statements. These risks include, but are not limited to those set forth under the
heading “Risk Factors” contained in Item 1A of this Annual Report on Form 10-K.

In light of these assumptions, risks and uncertainties, the results and events discussed in the
forward-looking statements contained in this Annual Report on Form 10-K or in any document
incorporated by reference might not occur. Stockholders are cautioned not to place undue reliance on
the forward-looking statements, which speak only as of the date of this Annual Report on Form 10-K.
We are not under any obligation, and we expressly disclaim any obligation, to update or alter any
forward-looking statements, whether as a result of new information, future events or otherwise, All
subsequent forward-looking statements attributable to Synta or to any person acting on its behalf are
expressly qualified in their entirety by the cautionary statements contained or referred to in this section.

Item 7A. QUANTITATIVE AND QUALITATIVE DISCLOSURES ABOUT MARKET RISK

Interest Rate Sensitivity. As of December 31, 2007, we had cash and cash equivalents of
$115.6 million consisting of cash deposited in a highly rated financial institution in the United States
and in short-term money market funds. Subsequent to year-end we transferred our invested funds to a
short-term U.S. Treasury money market fund. The primary objective of our investment activities is to
preserve our capital for the purpose of funding operations and we do not enter into investments for
trading or speculative purposes. We believe that we did not have material exposure to high-risk
investments such as mortgage-backed securities, auction rate securities or other special investment
vehicles, or SIV’s, within our money-market fund investments, We believe that we do not have any
material exposure to changes in fair value as a result of changes in interest rates. Declines in intercst
rates, however, would reduce future investment income. During the year ended December 31, 2007, we
had investment income of $3.2 million. If overall interest rates fell by 10% during the year ended
December 31, 2007, our interest income would have decreased by less than $0.3 million, assuming
consistent investment levels.

Capital Market Risk. We currently have no product revenues and depend on funds raised through
other sources. One possible source of funding is through further equity offerings. Our ability to raise
funds in this manner depends upon capital market forces affecting our stock price.

Item 8. FINANCIAL STATEMENTS AND SUPPLEMENTARY DATA

The information required by this Item 8 is included at the end of this Annual Report on
Form 10-K beginning on page F-1.

Item 9. CHANGES IN AND DISAGREEMENTS WITH ACCOUNTANTS ON ACCOUNTING AND
FINANCIAL DISCLOSURE

Not applicable.

Item 9A(T). CONTROLS AND PROCEDURES

(a) Evaluation of Disclosure Controls and Procedures. Our principal executive officer and
principal financial officer, after evaluating the effectiveness of our disclosure controls and procedures
(as defined in Rules 13a-15(e) and 15d-15(e) under the Securities Exchange Act of 1934, as amended)
as of the end of the period covered by this Annual Report on Form 10-K, have concluded that, based
on such evaluation, our disclosure controls and procedures were adequate and effective. In designing
and evaluating our disclosure controls and procedures, our management recognized that any controls
and procedures, no matter how well designed and operated, can provide only reasonable assurance of
achieving the desired control objectives, and our management necessarily was required 1o apply its
judgment in evaluating the cost-benefit relationship of possible controls and procedures.
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(b) Changes in Intemal Controls. There were no changes in our internal control over financial
reporting, identified in connection with the evaluation of such internal control that occurred during the
fourth quarter of our last fiscal year, that have materially affected, or are reasonably likely to materially
affect, our internal control over financial reporting.

Management’s Report On Internal Centrol Over Financial Reporting

Our management is responsible for establishing and maintaining adequate internal control over
financial reporting as defined in Rules 13a-15(f) and 15d-15(f) under the Securities Exchange Act of
1934, as amended. Our internal control system was designed to provide reasonable assurance to our
management and board of directors regarding the preparation and fair presentation of published
financial statements. Because of its inherent limitations, internal control over financial reporting may
not prevent or detect misstatements. Projections of any evaluation of effectiveness to future periods are
subject to the risk that controls may become inadequate because of changes in conditions, or that the
degree of compliance with the policies or procedures may deteriorate.

Our management assessed the effectiveness of our internal control over financial reporting as of
December 31, 2007. In making this assessment, it used the criteria set forth by the Committee of
Sponsoring Organizations of the Treadway Commission (COSO) in Internal Control-Integrated
Framework. Based on our assessment we believe that, as of December 31, 2007, our internal control
over financial reporting is effective based on those criteria.

This Annual Report on Form 10-K does not include an attestation report of our registered public
accounting firm regarding internal control over financial reporting. Management’s report was not
subject to attestation by our registered public accounting firm pursuant to temporary rules of the
Securities and Exchange Commission that permit us to provide only management’s report in this
Annual Report.

Item 9B. OTHER INFORMATION
Not applicable.
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PART 111
Item 10. DIRECTORS, EXECUTIVE OFFICERS AND CORPORATE GOVERNANCE

The response to this item is incorporated by reference from the discussion responsive thereto
under the captions “Management,” “Section 16(a) Beneficial Ownership Reporting Compliance” and
“Code of Conduct and Ethics” in our Proxy Statement for the 2008 Annual Meeting of Stockholders to
be held on June 11, 2008,

We have adopted a code of conduct and ethics that applies to all of our directors, officers and
employees. This code is publicly available on our website at www.syntapharma.com. Amendments to the
code of conduct and ethics or any grant of a waiver from a provision of the code requiring disclosure
under applicable Securities and Exchange Commission and The NASDAQ Stock Market rules will be
disclosed in a Current Report on Form 8-K.

Item 11. EXECUTIVE COMPENSATION

The response to this item is incorporated by reference from the discussion responsive thereto
under the captions “Compensation Discussion and Analysis,” “Executive Compensation,”
“Management—Committees of the Board of Directors and Meetings,” “Management—Compensation
Committee Interlocks and Insider Participation” and “Compensation Committee Report” in our Proxy
Statement for the 2008 Annual Meeting of Stockholders to be held on June 11, 2008.

Item 12. SECURITY OWNERSHIP OF CERTAIN BENEFICIAL OWNERS AND MANAGEMENT
AND RELATED STOCKHOLDER MATTERS

The response to this item is incorporated by reference from the discussion responsive thereto
under the captions “Security Ownership of Certain Beneficial Owners and Management” and
“Executive Compensation—Equity Compensation Plan Information” in our Proxy Statement for the
2008 Annual Meeting of Stockholders to be held on June 11, 2008.

Item 13. CERTAIN RELATIONSHIPS AND RELATED TRANSACTIONS, AND DIRECTOR
INDEPENDENCE

The response to this item is incorporated by reference from the discussion responsive thercto
under the caption “Certain Relationships and Related Person Transactions,” “Management—The Board
of Directors” and “Management—Director Independence” in our Proxy Statement for the 2008 Annual
Meeting of Stockholders to be held on June 11, 2008.

Item 14. PRINCIPAL ACCOUNTANT FEES AND SERVICES

The response to this item is incorporated by reference from the discussion responsive thereto
under the caption “Independent Public Accountants” in our Proxy Statement for the 2008 Annual
Meeting of Stockholders to be held on June 11, 2008.
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Item 15.
Item 15(a)

Item 15(a)(1)
and (2)

Item 15(a)(3)

PART IV
EXHIBITS AND FINANCIAL STATEMENT SCHEDULES
The following documents are filed as part of this Annual Report on Form 10-K:

The Consolidated Financial Statements beginning on page F-1 are filed as part of this
Annual Report on Form 10-K. Other financial statement schedules have not been
included because they are not applicable or the information is included in the finan-
cial statements or notes thereto.

Exhibits

The following is a list of exhibits filed as part of this Annual Report on Form 10-K.

Exhibit
Number Description of Exhibit
3.1(1) Restated Certificate of Incorporation of the Registrant, (3.2)
3.2(1) Restated Bylaws of the Registrant. (3.4)
4.1(1) Form of Common Stock Certificate. (4.1)
42.1(1) Amended and Restated Investor Rights Agreement, dated December 13, 2002, by and
among the Registrant and certain stockholders of the Registrant. (4.2.1)
42.2(1) First Amendment, dated January 11, 2005, to the Amended and Restated Investor
Rights Agreement, dated December 13, 2002, by and among the Registrant and certain
stockholders of the Registrant. (4.2.2)
4.2.3(1) Second Amendment, dated January 31, 2007, to the Amended and Restated Investor
Rights Agreement, dated December 13, 2002, by and among the Registrant and certain
stockholders of the Registrant. (4.2.3)
10.1(1)* 2001 Stock Plan. (10.1)
10.2(1)y* 2006 Stock Plan. (10.2)
10.2(a)(1)*  Form of incentive stock option agreement under 2006 Stock Plan. (10.2(a))
10.2(b)(1)*  Form of nonqualified stock option agreement under 2006 Stock Plan. (10.2(b))
10.2(c)(1)*  Form of restricted stock agreement under 2006 Stock Plan. (10.2(c))
10.2(d}(1)*  Form of nonqualified stock option agreement for directors under 2006 Stock Plan.
(10.2(d))
10.2(e)(1)*  Form of restricted stock agreement for directors under 2006 Stock Plan. (10.2(e))
10.3(1)* Director Compensation Policy. (10.3)
10.4* Non-Qualified Stock Option Agreement, dated February 27, 2008, by and between the
Registrant and Keith R. Gollust.
10.5(1) Duffy Hartwell Limited Partnership Commercial Lease, dated November 4, 1996, by and

between Duffy Hartwell Limited Partnership and Shionogi BioResearch Corp., as
amended by First Amendment to Commercial Lease, dated August 30, 2006. (10.5)
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Exhibit
Number

Description of Exhibit

10.6(1)

10.6.1

10.7(1)

10.7.1

10.8(1)

10.9(1)

10.9.1

10.10(1)*
10.11(1)*
10.12(1)*
10.13(1)*
10.14(1)*
10.15(1)*

10.16(1)*

Lease of 125 Hartwell Avenue, Lexington, MA, dated October 26, 1992, by and between
Fuji ImmunoPharmaceuticals Corp. and 125 Hartwell Trust, as amended by First
Amendment dated January 31, 1993, Second Amendment dated October 1, 1997, Third
Amendment dated November 1, 2002, Assignment and Assumption of Lease and
Consent of Release by Landlord and Fourth Amendment of Lease, dated July 9, 2004,
Fifth Amendment, dated QOctober 22, 2004 and Sixth Amendment, dated August 1, 2005.
(10.6)

Seventh Amendment, dated November 26, 2007, to Lease of 125 Hartwell Avenue,
Lexington, MA, dated October 26, 1992, by and between the Registrant, as successor-by-
assignment, and 125 Hartwell Trust.

Lease, dated January 13, 2005, by and between the Registrant and Mortimer B.
Zuckerman and Edward H. Linde, Trustees of 91 Hartwell Avenue Trust, as extended on
August 14, 2006. (10.7)

First Amendment to Lease, dated as of September 7, 2007, to Lease, dated January 13,
2005, by and between the Registrant and Mortimer B. Zuckerman and Edward H.
Linde, Trustees of 91 Hartwell Avenue Trust.

Pinnacle Properties Management, Inc. Standard Form Commercial Lease, dated May 31,
1999, by and between 6-8 Preston Court, L.L.C. and Asiana Pharmaceuticals
Corporation, as amended by Amendment to Lease #1, dated July 31, 2000, Amendment
to Lease #2, dated November 26, 2001, and Amendment to Lease #3, dated December
2003, and as assigned to the Registrant by Assignment and Assumption of Lease and
Landlord’s Consent, dated May 25, 2005, and Subordination, Non-Disturbance and
Attornment Agreement, dated May 25, 2005. (10.8)

Master Lease Agreement, dated November 10, 2004, by and between the Registrant and
General Electric Capital Corporation, as amended by Letter Agreement, dated June 24,
2005, and as extended by Letter Agreement, dated November 29, 2006. (10.9)

Extension, dated as of June 29, 2007, of Master Lease Agreement, dated November 10,
2004, by and between the Registrant and General Electric Capital Corporation, as
amended.

Letter Agreement, dated April 18, 2005, by and between the Registrant and Safi R.
Bahcall, Ph.D. (10.13)

Letter Agreement, dated October 12, 2002, by and between the Registrant and
Dr. Keizo Koya. (10.14)

Letter Agreement, dated January 22, 2003, by and between the Registrant and
Dr. James Barsoum. (10.15)

Letter Agreement, dated April 15, 2004, by and between the Registrant and Dr. Jeremy
Chadwick. (10.16) '

Letter Agreement, dated February 19, 2004, by and between the Registrant and Keith
Ehrlich. (10.17)

Letter Agreement, dated January 14, 2003, by and between the Registrant and Wendy E.
Rieder. (10.18)

Letter Agreement, dated March 24, 2005, by and between the Registrant and Eric W.
Jacobson. (10.19)
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Exhibit
Number

Description of Exhibit

10.17(1)*

10.18(1)*

10.19(1)*

10.19.1*

10.20(1)*

10.21(1)

10.22(2)*

10.23*

10.24**

21.1(2)
23.1
311

31.2

321

Letter Agreement, dated February 27, 2006, by and between the Registrant and
Martin D. Williams. (10.20)

Agreement and Release, dated January 14, 2005, by and between the Registrant and Lan
Bo Chen, Ph.D. (10.22)

Consulting Agreement, dated April 18, 2003, by and between the Registrant and Lan Bo
Chen, Ph.D. (10.23)

Amendment to Consulting Agreement, dated March 23, 2007, by and between the
Registrant and Lan Bo Chen, Ph.D).

Form of Indemnification Agreement between the Registrant and its directors and
executive officers. (10.26)

Lease Agreement, dated December 14, 2006, by and between ARE-MA Region
No. 24, LLC and the Registrant. {10.27)

Summary of compensation arrangements applicable to the Registrant’s Named Executive
Officers (2006 bonus and 2007 salary increases). (10.27)

Summary of bonus arrangements applicable to the Registrant’s Named Executive
Officers.

Collaborative Development, Commercialization and License Agreement, dated
October 8, 2007 by and between the Registrant and GlaxoSmithKline.

List of Subsidiaries. (21.1)
Consent of KPMG LLP, Independent Registered Public Accounting Firm.

Certification of Principal Executive Officer under Section 302 of the Sarbanes-Oxley Act
of 2002,

Certification of Principal Accounting and Financial Officer under Section 302 of the
Sarbanes-Ozxley Act of 2002.

Certification of the Principal Executive Officer and the Principal Accounting and
Financial Officer under Section 906 of the Sarbanes-Oxley Act of 2002.

*  Management contract, compensatory plan or arrangement,

** (Confidential portions of these documents have been filed separately with the Securities and
Exchange Commission pursuant to a request for confidential treatment.

(1) Incorporated by reference from the Registrant’s Registration Statement on Form §-1, as amended
(Registration No. 333-138894), initially filed with the Securities and Exchange Commission on

November 22, 2006.

(2) Incorporated by reference from the Registrant’s Annual Report on Form 10-K for the year ended
December 31, 2006 (File No. 001-33277).
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SIGNATURES

Pursuant to the requirements of Section 13 or 15(d) of the Securities Exchange Act of 1934, the
registrant has duly caused this report to be signed on its behalf by the undersigned, thereunto duly
authorized.

SYNTA PHARMACEUTICALS CORP.

Date: March 20, 2008 By: /s/ SAFI R. BAHCALL, PH.D.

Safi R. Bahcall, Ph.D.
President and Chief Executive Officer

Pursuant to the requirements of the Securities Exchange Act of 1934, this report has been signed
below by the following persons on behalf of the registrant and in the capacities indicated below and on

the dates indicated.
Signatures Title Date

/s/ SAFI R. BAHCALL, PH.D. President, Chief Executive Officer and
Safi R. Baheall, Ph.D. Director (principal executive officer)

March 20, 2008

Vice President, Finance and

/s/ KEITH S. EHRLICH, C.P.A. Administration, Chief Financial Officer
- - . . ) . March 20, 2008
Keith S. Ehrlich, C.PA. (principal accounting and financial
officer)

/s/ KEITH R. GOLLUST

- Chairman of the Board March 20, 2008
Keith R. Goliust
tsf LaN Bo CHEN, PH.D. )
Director March 20, 2008
Lan Bo Chen, Ph.D.
/s/ BRUCE KOVNER )
Director March 20, 2008
Bruce Kovner
/s{ WILLIAM REARDON, C.P.A. )
— Director March 20, 2008
William Reardon, C.PA.
/s/ ROBERT N. WILSON .
Director March 20, 2008

Robert N, Wilson
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Report of Independent Registered Public Accounting Firm

The Board of Directors
Synta Pharmaceuticals Corp.:

We have audited the accompanying consolidated balance sheets of Synta Pharmaceuticals Corp.
(the Company) as of December 31, 2007 and 2006, and the related consolidated statements of
operations, stockholders’ equity (deficit) and comprehensive loss, and cash flows for each of the years
in the three-year period ended December 31, 2007. These consolidated financial statements are the
responsibility of the Company’s management. Qur responsibility is to express an opinion on these
consolidated financial statements based on our audits.

We conducted our audits in accordance with the standards of the Public Company Accounting
Oversight Board (United States). Those standards require that we plan and perform the audit to obtain
reasonable assurance about whether the financial statements are free of material misstatement. An
audit includes examining, on a test basis, evidence supporting the amounts and disclosures in the
financial statements. An audit also includes assessing the accounting principles used and significant
estimates made by management, as well as evalualing the overall financial statement presentation. We
believe that our audits provide a reasonable basis for our opinion.

In our opinion, the consolidated financial statements referred to above present fairly, in all
material respects, the financial position of Synta Pharmaceuticals Corp. as of December 31, 2007 and
2006, and the results of their operations and their cash flows for each of the years in the three-year
period ended December 31, 2007 in conformity with U.S. generally accepted accounting principles.

As discussed in Note 2 to the consolidated financial statements, the Company adopted Statement
of Financial Accounting Standard (SFAS) No. 123R, Share-Based Payment, effective January 1, 2006.

/s/f KPMG LLP

Boston, Massachusetts
March 19, 2008
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SYNTA PHARMACEUTICALS CORP.
Consolidated Balance Sheets

(in thousands, except share and per share amounts)

December 31, 2007  December 31, 2006

Assets
Current assets:

Cash and cash equivalents. . ... ... ...t iinn e $ 115,577 $ 33,687
Restrictedcash . . .. .............. e e e e 83 540
Marketable securities available-forsale . .. ................... ... — 13,137
Prepaid expenses and other current assets . ... ......... .. ... ... 1,337 263

Total Current @SSELS . . . v v v v v v b e e e e e 116,997 47,627
Property and equipment, net . . .. .. ... .. i 5,576 6,067
Deferred offering costs . . . .. ... ... ... .. — 963
OUher 85818 « v o i v ittt e e e e 76 132

TOtal A8SELE . . . v e e e e e e e e $ 122,649 $ 54,789

Liabilities and Stockholders’ Equity (Deficit)
Current liabilities:

Accounts payable . ... ... ... $ 2,488 $ 2632
Accried BXPENSES . . . v i e e e 9,184 6,127
Capital lease obligations—current. . . . . ... .. ... . L 2,406 2,330
Deferred collaboration revenue—CUITENL . .« . v v v v v v v v e e v e e me e e e 5,351 —
Other current liabilities . . ... .. .o v e e e e 1,343 _
Deferred grant revenue ... ....... v cvvinen it — 457

Total current liabilities . . . . ... ... i e e e 20,772 11,546
Deferred collaboration revenue—long-term . . ....... ..ot vn v on .. 74,166 —
Capital lease obligations—long-term . . . .. .............. .. ... ... 2,815 3,170

Total long-term liabilities . . ... .. ... ........... .. ...... 76,981 3,170

Total iabilities . . .. .. . i e e e e e e e 97,753 14,716

Convertible preferred stock, at redemption value:
Series A convertible preferred stock, $0.0001 par value per share.
Authorized: no shares at December 31, 2007 and 8,000,000 shares at
December 31, 2006; no shares issued and outstanding at December 31,
2007 and 8,000,000 shares issued and outstanding at December 31, 2006 . — 41,820

Stockholders equity (deficit):
Preferred stock, par value $0.0001 per share.
Authorized: 5,000,000 shares at December 31, 2007 and no shares at
December 31, 2006; no shares issued and outstanding at December 31,
2007 and at December 31,2006 . . . ... e —_ —
Common stock, par value $0.0001 per share.
Authorized: 100,000,000 shares at December 31, 2007 and 158,000,000
shares at December 31, 2006; 33,875,948 shares issued and outstanding
at December 31, 2007 and 22,564,068 shares issued and outstanding at

December 31,2006 . . .. .. ... e e 3 2
Additional paid-in-capital .. ......... . . ... 324,946 234,807
Accumulated other comprehensive income . . . ... ... L . — 2
Accumulated deficit . . . . ... .. ... (300,053) (236,558)

Total stockholders’ equity (deficit) . .................. ... ... 24,896 (1,747)

Total liabilities and stockholders’ equity (deficit) . . .. ............ $ 122,649 $ 354,789

See accompanying notes to consolidated financial statements.
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SYNTA PHARMACEUTICALS CORP.
Conselidated Statements of Operations

(in thousands, except share and per share amounts)

Years ended December 31

2007 2006 2005
Collaboration TeVenUE . . .. .\ v vt v i it it e $ 743 § — —
Operating expenses:
Research and development . ...................... 52,025 30,503 59,901
Generat and administrative . ...................... 14,934 8,648 11,2719
Total operating expenses .. .................... 66,959 59,151 71,180
Loss from operations . ................... ... {66,216) (59,151) (71,180)
Other income:
Investment income, Net . ... ... ittt e 2,721 1,881 2,317
Net 1088 . . .ot et e et e e (63,495) (57,270 (68,863)
Convertible preferred stock dividends ................. —_ 1,859 —
Convertible preferred stock beneficial conversion charge . . . . 58,585 — —
Net loss attributable to common stockholders . . . . . .. $ (122,080) $ (59,129) $ (68,863)
Basic and diluted weighted average common shares
outstanding . . . . ... L 32,466,006 22,265,242 22,253,423
Basic and diluted net loss attributable to common
stockholders pershare . . ......................... $ (3.76) $ (2.66) $ (3.09)

See accompanying notes to consolidated financial statements.

F-4




SIUSAIRIS [RIDUBLT] PAJEPI[OSU0D O) sajou SuiAuedwiodse 229

(L6v'cols 968'vC §  {£50'000)8 — 3 — OPEVTES £ § BPE'SIREE ottt LOOZ *1€ 19quiddo(] 17 3our|eg
Awo.v.ﬂWU ﬁwaw.mmv Ammv.mOv — — — - e T T R T e s50] 19N
@) @ _ ) — — _ e e e e e e e e e e e e e e e e SININDIS I|QEIPNIEW UO $9550] PIAJEAIU[)
(0g8'1} - - b (0s8'1) - _— © ot s sanIpqel 01 SRl nsuod dakojdea-uou 01 pAyuesd suondo JoOIs PAISSA JO UOHENJISSEDIY
¥T6's - - - PT6'S — - 5331135 10) suondo yo0ls o) paepas asuadxa vopesuadwo)
(057) - — - (092) - e uonE2nqo sseydInd YOOIS OO JO JOUENSS]
— —_— — — — — A§.Wv ................................. SIIBYS UOLILICD PIIALISAI JO wU.——.—:ﬂ.—.nQnm
91 — — _— [ ¢ _ DOSIS " "ttt ttttesaasseenraaaaeaaaes e mEO_-QO YOS ISIAIaY
(06T} — - — (062) —  (op'6T) e $2rBYS UCWNIOD P3RS Asnowaid Jo aseyoinday
g _ . _ - _ e R A T - $OIEYS UDWLIOD PIMIS2E O FOUENSS]
h—Nw.—.v — —_ —_ @ﬁm.ﬁ.v I m@h-whﬂnmu ................................ xgum ﬂvhhv,wvhﬁ D_Lm.—hu.-wﬁonu .—3 .:D_m.—v._a:nuo
099 _ _ _ 000'vy o QOOUDOOE  * "ttt 19U *Of] U1 SOIEYS UOUI0D JO JIUENSS]
(zT'Ls) (vi'D) (gs55°9£2) [4 - Lg'vee T SUPOEEZ e 9007 *1€ 13quada(] Je ey
(LTLs) 0z L8) (0L7'L5) _ _ - — e e e e e e e e 5s0] 19N
¥ £ _ € — — _ e e e e SINLNIIS B|qEIE o sured pozpEalip)
I6L'+ - - - I6LY — _-—trrrrrrrrr s $391A235 10] suondo ¥201s 0] paie|a1 ssuadya uonesusdiro))
N — J— — N —_— WN— ......................................... w‘—houno xgaw MO vaua
_ — — — — - P b4 SO S I S LI AL S SIIEYS UOUIUOD PA)IIISII JO SOUERNSS]
69 - - — 69 — [72: 5 2 §301A13S J0OJ SIIBYS UOWI0D JO JOUENSS]
—_— - — _— _ | Agm.hmc ................................. SAIEYS UCWIIOD PAHILNSHE JO SIMIAHO0]
Ammm.ﬁu —_— —_— — Amhw.—w _ T T T T L I B R AR SPUIPIAIP JOOIS Bbu.wu.—n 2JqILFAUO])
— — — wNN.F ﬁmNN.hv —_ e e e e e e e e e e e e e e e e e e e e :Om“g&EOD FI015 PALIJIp NRUTW
(23'89) LY (88T'6LT) (1} (szz'e) 62066 2 e A AR 00T ‘L€ 2quIca(] 18 aduefeq
Am@m.mwu Amﬂm.mOv Amg.wcv _ — — — e T T T T T e L NI 30| 19N
< Gt _ St . _ _ e SALINDIS DjqEIpTM uo sued pezieaIun
1L1'Z — - TAN4 — — — © et anfea Jie) A0[aq YOOI pIRIS pue suondo oo Jo souenss: 0) perelM suxde vonesuadwon
i t - FA2N — —_ — trrmeersemmem e sanasas a0y szondo 3015 01 parejal asuadya uonesuadwo)
—_ —_ —_ ISt (15y) _ —_— e s e maam s raa e e, $201A20% 10 suondO ¥IOIS JO JUSWIINSEIWTY
— — — 67€ AmNmV — e SIS 10} w:O_aO FO01S JO SANNN0
—_— — J— :ch Ti74 — T T T T T R SIOLAIFS 10) WEO_.-&O F2015 JO BIURNISS}
vel _ _ el vl _ B R S R I I IR SN AP SUBLIEA §00S JO FSOIAXT
Awm“v — — Mﬂ.h A—WMV — Ag.sv ................................. WU&NH—m VOO ﬂD-UmhumU.— .—o wuhsamv.ﬂ_n-hm
— — — AHV.—V WN.V..— | me..wo .................................. SAUBYS UCUILOD PIILIISII JO IOUENSS]
(es0'or)s os6'Lll §  (szror)s  (orn)s (scv'0I)S  O0F6'8CZ$ T § 6690SETT Tt POOT 1€ Faquadag e souefeg
$501 (pusp) Lnba WP (ss0)) »uoxr  uogiesuadmod [udes  jupomy  FuES
ST < I o v 44 Es.uu.ﬁwaa paLmpg s.s-uwc pere——
paejnmnIY

{syunome axeys 3dadxa ‘spuesnoy) uy)
ssor] asrsuagaadmo) pue (Jpyaq) Anby S1apog201s Jo SHUFWIIENG PIEPEOSUOD)
dHOD STVILLOADVINHVHd VINAS

F-5




SYNTA PHARMACEUTICALS CORP
Consolidated Statements of Cash Flows

(in thousands)

Years ended December 31

2007 2006 2005
Cash flows from operating activities:
Net loss . ... e e $(63,495) $(57,270) $(68,863)
Adjustments to reconcile net loss to net cash provided by (used in)
operating activities:
Expense deferred offering costs . . . ... ... .. ... .. .. ... .. — — 1,085
Other stock-related compensation expense . . .................... 5417 4,791 3,175
Depreciation and amortization . . . .. ... ... ... .. .. 3,351 3,655 2,455
Changes in operating assets and liabilities:
Restrictedcash . .......... ... .. i 457 (83) —
Prepaid expenses and other current assets . .. .................. (1,074} 173 161
Other assets . .. ... . . . e e 56 1 (17
Accounts payable .. ... L. e e (144) (729) 476
Accrued eXpeNSES . . ... L. e 3,854  (3,523) (354)
Deferred revenue . ... .. ... i e 78,800 —_ —
Net cash provided by (used in) operating activities ............. 27,222 (52,985) (61,882)
Cash flows from investing activities:
Purchases of marketable securities. . . . ............ ... ... .. ... ..., (15,014) (118,204) (184,365)
Sales and maturities of marketable securities ... ................... 28,149 143,358 228,424
Purchases of property and equipment . .......................... (2,350) (1,580) (4,883)
Net cash provided by investing activities . . . .. ................ 10,785 23574 39,176
Cash flows from financing activities:
Proceeds from issuances of common stock and exercise of common stock
WAITANLS, T8 . . . . . it i it i it e e e 44,660 — 134
Proceeds from issuance of convertible preferred stock, net . ... ....... .. — 39,961 —
Proceeds from exercise of stock options . . . ... ...... ... ..., ......, 136 2 —
Repurchase of restricted commonstock .. ......... ... .. ... ... ... (290 - —
Proceeds from sale—leaseback of property and equipment . . . .......... 1,994 1,412 4,745
Payment of capital lease obligations . ... ............. ... .. .. ..... (2,617) (2,086) (1,100)
Net cash provided by financing activities. . . .. ... ............. 43,883 39,289 3,779
Net increase (decrease) in cash and cash equivalents . .. ......... 81,890 9,878 (18,927)
Cash and cash equivalents at beginning of period . . ... ................ 33,687 23,809 42,736
Cash and cash equivalents at end of period . . .. ... .. ... ... .., ....... $115,577 § 33,687 $ 23,809
Supplemental disclosure of noncash investing and financing activities:
Acquisition of equipment under capital leases. . .. .................. $ 2338 § 1412 § 5549
Convertible preferred stock beneficial conversion charge . ... ... ..., .., $ 58,585 — —
Convertible preferred stock dividends ... ........ ... ... ... ....... — § 1,859 —_
Conversion of preferred stock . . . . ........... . .. ... .. ... $ 41,820 — —
Issuance of common stock purchase obligation .. ................... £ 260 — —
Supplemental disclosure of cash flow information:
Cash paid for interest. . . . .. ... ... .. . $§ 536 % 574§ 274

See accompanying notes to consolidated financial statements.
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SYNTA PHARMACEUTICALS CORF.

Notes to Consolidated Financial Statements

(1) Nature of Business

The Company was incorporated in March 2000 and commenced operations in July 2001. The
Company is a bicpharmaceutical company focusing on discovering, developing and commercializing
small molecule drugs that address severe medical conditions, including cancer and chronic inflammatory
diseases,

The Company is subject to risks common to emerging companies in the drug development and
pharmaceutical industry including, but not limited to, uncertainty of product development and
commercialization, lack of marketing and sales history, dependence on key personnel, uncertainty of
market acceptance of products, product liability, uncertain protection of proprietary technology,
potential inability to raise additional financing and compliance with the Food and Drug Administration
(FDA) and other government regulations.

In February 2007, the Company sold 5,000,000 shares of its common stock at $10.00 per share in
an initial public offering (IPQ), resulting in net proceeds of approximately $44.7 million (see Note 5).

In October 2007, the Company and GlaxoSmithKline {(GSK}) entered into a collaborative
development, commercialization and license agreement for elesclomol. Under the terms of the
agreement (the GSK Agreement), the Company received a non-refundable upfront cash payment of
$80 million in November 2007 (see Note 8). ‘

“The Company has incurred significant operating losses since its inception and, as a result, at
December 31, 2007 had an accumulated deficit of $300.1 million. Operations have been funded
principally through the sale of common stock and convertible preferred stock, the upfront payment
from GSK, and capital leases. At December 31, 2007, the Company had approximately $115.6 million
in cash and cash equivalents.

Based on the Company’s current operating plans, it expects its existing funds will be sufficient to
fund operations through at least 2008. Payment to the Company by GSK of milestones for operational
progress and achievement of certain success criteria leading to the approval by the FDA of elesclomol
for the treatment of metastatic melanoma could extend the Company’s cash availability, as could
payments of milestones in connection with the development of elesclomol in other cancer indications
and achievement of certain net sales thresholds. However, the Company may require significant
additional funds earlier than it currently expects to conduct additional clinical trials and seek regulatory
approval of its drug candidates. No assurances can be made that future capital will be available on
terms acceptable to the Company to support its long-term liquidity needs.

Beginning in the fourth quarter of 2007, the Company was no longer a development-stage
enterprise when it began recognizing revenue under the GSK Agreement.
(2) Summary of Significant Accounting Policies

Principles of Consolidation _

The consolidated financial statements include the financial statements of the Company and its
wholly owned subsidiaries. All significant intercompany balances and transactions have been eliminated
in consolidation. '

Use of Estimates

The preparation of financial statements in conformity with accounting principles generally accepted
in the United States of America requires management to make estimates and assumptions that affect
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SYNTA PHARMACEUTICALS CORP
Notes to Consolidated Financial Statements (Continued)

(2) Summary of Significant Accounting Policies (Continued)

certain reported amounts of assets and liabilities, disclosure of contingent assets and liabilities at the
date of the financial statements, and the reported amounts of revenues and expenses during the
reporting periods. Significant items subject to such estimates and assumptions include long-term
contract accruals, recoverability of long-lived and deferred tax assets, valuation of acquired in-process
research and development, measurement of stock-based compensation, and the fair value of the
Company’s common stock. The Company bases its estimates on historical experience and various other
assumptions that management believes to be reasonable under the circumstances. Changes in estimates
are recorded in the period in which they become known. Actual results could differ from those
estimates.

Cash and Cash Equivalents

Cash equivalents include money market funds and marketable securities. The Company considers
all highly liquid investments with original maturities of three months or less at the date of purchase to
be cash equivalents. Changes in cash and cash equivalents may be affected by shifts in investment
portfolio maturities, as well as actual cash disbursements to fund operations.

Marketable Securities

The Company considers its marketable securities available-for-sale in accordance with SFAS No.
115, Accounting for Certain Investments in Debt and Equity Securities. Marketable securities consist of
investments in high-grade corporate, government and government agency obligations that are classified
as available-for-sale. Since these securities are available to fund current operations they are classified as
current assets on the consolidated balance sheets. Marketable securities are stated at fair value,
including accrued interest, with their unrealized gains and losses included as a component of
accumulated other comprehensive income (loss), which is a separate component of stockholders’ equity,
until such gains and losses are realized. The fair value of these securities is based on quoted market
prices. If a decline in value is considered other-than-temporary, based on available evidence, the
unrealized loss is transferred from accumulated other comprehensive income (loss) to the consolidated
statement of operations. Realized gains and losses are determined on the specific identification method.

During the years ended December 31, 2007, 2006 and 2005, the Company recorded no realized
gains and losses on marketable securities, and there were no unrealized gains and losses as of
December 31, 2007. There were no charges to write down marketable securities in 2007 and 20606.

Credit Risk and Concentrations

Financial instruments that potentially subject the Company to a concentration of credit risk consist
of money market funds and marketable securities. Deposits with banks may exceed the amount of
insurance provided on such deposits. Generally, these deposits may be redeemed upon demand and,
therefore, bear minimal risk. Marketable securities consist of investments in high-grade corporate,
government and government agency obligations. The Company’s policy for investments in marketable
securities, approved by the board of directors, establishes guidelines relating to diversification and
maturities that allows the Company to manage risk.

As of December 31, 2007, the Company had cash and cash equivalents of $115.6 million consisting
of cash deposited in a highly rated financial institution in the United States and in short-term money
market funds. Subsequent to year-end, the Company transferred its invested funds to a short-term U.S.




SYNTA PHARMACEUTICALS CORP.
Notes to Consolidated Financial Statements (Continued)

(2) Summary of Significant Accounting Policies (Continued)

Treasury money market fund. The primary objective of the Company’s investment activities is 1o
preserve its capital for the purpose of funding operations and the Company does not enter into
investments for trading or speculative purposes. The Company believes that it did not have material
exposure to high-risk investments, such as mortgage-backed securities, auction rate securities or other
special investment vehicles, or SIV’s, within its money-market fund investments. The Company also
believes that it does not have any material exposure to changes in fair value as a result of changes in
interest rates. Declines in interest rates, however, would reduce future investment income.

Fair Value of Financial Instruments

The carrying amounts of the Company’s financial instruments, which include cash equivalents,
marketable securities, and capital lease obligations, approximate their fair values.

Property and Equipment

Property equipment and software is carried at cost and depreciated using the straight-line method
over the estimated useful lives of the related assets, which range from three to five years. Leasehold
improvements are amortized over the lesser of the lease term or estimated useful life.

Research and Development Costs

Research and development costs are expensed as incurred in accordance with SFAS No. 2,
Accounting for Research and Development Costs. Research and development costs are comprised of costs
incurred in performing research and development activities, including salaries, benefits, facilities,
research-related overhead, clinical trial costs, contracted services, technology acquisition license fees,
and other external costs.

Patents

Costs to secure and defend patents are expensed as incurred and are classified as general and
administrative expense in the Company’s consolidated statements of operations. Patent cxpenses were
approximately $2,515,000, $1,561,000 and $1,598,000 for the years ended December 31, 2007, 2006 and
2003, respectively.

Income Taxes

The Company accounts for income taxes in accordance with SFAS No. 109, Accounting for Income
Taxes. Deferred tax assets and liabilities are determined based on differences between financial
reporting and income tax basis of assets and liabilities, as well as net operating loss carryforwards, and
are measured using the enacted tax rates and laws that are expected to be in effect when the
differences reverse. Deferred tax assets may be reduced by a valuation allowance to reflect the
uncertainty associated with their ultimate realization.

Impairment of Long-Lived Assets

The Company accounts for the impairment and disposition of long-lived assets in accordance with
SFAS No. 144, Accounting for the Impairment or Disposal of Long-Lived Assets (SFAS No. 144). In
accordance with SFAS No. 144, management asscsses the potential impairments of its long-lived assets
whenever events or changes in circumstances indicate that an asset’s carrying value may not be
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Notes to Conselidated Financial Statements (Continued)

(2) Summary of Significant Accounting Policies (Continued)

recoverable. If the carrying value exceeds the undiscounted future cash flows estimated to result from
the use and eventual disposition of the asset, the Company writes down the asset to its estimated fair
value. Management believes that no long-lived assets were impaired as of December 31, 2007 and 2006.

Revenue Recognition
Collaboration and License Agreements

The Company’s principal sources of revenue may include up front payments, development
milestone payments, reimbursements of development costs, profit sharing payments, sales milestones
and royalties from its collaborations. The Company recognizes revenue from these sources in
accordance with Staff Accounting Bulletin (SAB) 104, “Revenue Recognition”, or SAB 104, Emerging
Issues Task Force (EITF) No. 99-19, “Reporting Revenue Gross as a Principal Versus Net as an Agent”, or
EITF Na. 99-19, and EITF No. 00-21, “Revenue Arrangements with Multiple Deliverables”, or EITF
No. 00-21. The application of EITF No. 00-21 requires subjective analysis and requires management to
make estimates and assumptions about whether deliverables within multiple-element arrangements are
separable from the other aspects of the contractual arrangement into separate units of accounting and
to determine the fair value to be allocated to each unit of accounting.

The Company entered into the GSK Agreement with GSK in October 2007. The Company
evaluated the multiple deliverables within the GSK Agreement in accordance with the provisions of
EITF No. 00-21 to determine whether the delivered elements that are the obligation of the Company
have value to GSK on a stand-alone basis and whether objective reliable evidence of fair value of the
undelivered items exists. Deliverables that meet these criteria are considered a separate unit of
accounting. Deliverables that do not meet these criteria are combined and accounted for as a single
unit of accounting. The appropriate recognition of revenue is then applied to each separate unit of
accounting.

The Company’s deliverables under the GSK Agreement, including the related rights and
obligations, contractuai cash flows and performance periods, are more fully described in Note 8 and are
considered a single vnit of accounting,

The GSK Agreement consists of the following key funding streams: an upfront payment, product
development milestone payments, reimbursements of certain development costs, sales milestone
payments, profit sharing payments and product royalty payments. The cash flows associated with the
single unit of accounting from the development portion of the GSK Agreecment are recognized as
revenue using a time-based model. Under this model, cash flow streams are recognized as revenue over
the estimated performance period. Upon receipt of cash payments, revenue is recognized to the extent
the accumulated service time, if any, has occurred. The remainder is deferred and recognized as
revenue ratably over the remaining estimated performance period. A change in the period of time
expected to complete the deliverable is accounted for as a change in estimate on a prospective basis.
Revenue is limited to amounts that are nonrefundable and that GSK is contractually obligated to pay
to the Company.

The $80 million non-refundable upfront payment the Company received from GSK in November
2007, together with the $260,000 fair value of an option to require GSK to purchase $25 million of the
Company’s common stock, is being recognized as collaboration revenue using the time-based model
over the estimated performance period, the 15-year period through the earliest expiration date of the
related patents, which the Company estimates to be the effective life of the GSK Agreement. The
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(2) Summary of Significant Accounting Policies (Continued)

Company is also recognizing product development milestone payments and reimbursements of
development costs as collaboration revenue using the time-based model over the same performance
period through November 2022. Based on the guidance of EITF No. 99-19, the Company has
determined that it is acting as a principal under the GSK Agreement and, as such, records these
amounts as collaboration revenue. In 2007, the Company recognized $743,000 of collaboration revenue
under the GSK Agreement.

Profit sharing payments are based upon a formula that provides for a range of 40-50% of net
profits earned on U.S. sales of products included in the GSK Agreement. Royalty revenues are based
upon a percentage of sales in non-U.S. territories. Profit sharing payments and royalties from the sales
of products included in the GSK Agreement will be recorded on the accrual basis when results are
reliably measurable, collectibility is reasonably assured and all other revenue recognition criteria are
met. Sales milestones, which are based upon the achievement of certain agreed-upon sales thresholds,
will be recorded when the respective sales threshold is achieved and collectibility is reasonably assured.

Deferred Collaboration Revenue

Consistent with the Company’s policy on revenue recognition, deferred collaboration revenue
represents cash received in advance for licensing fees, option fees, consulting, research and
development contracts and related cost sharing and supply agreements. Such payments are reflected as
deferred collaboration revenue until revenue can be recognized under the Company’s revenue
recognition policy. Deferred collaboration revenue is classified as current if management believes the
Company will complete the earnings process and be able to recognize the deferred amount as revenue
within 12 months of the balance sheet date. At December 31, 2007, total deferred collaboration
revenue was approximately $79.5 million, of which $5.4 million was current and will be recognized as
revenue during 2008. '

Stock-Based Compensation
(i) Stock-Based Compensation under APB No. 25

Prior to January 1, 2006, the Company applied the intrinsic-value-based method of accounting
prescribed by Accounting Principles Board (APB) Opinion No. 25, Accounting for Stock Issued to
Employees, and related interpretations including Financial Accounting Standards Board (FASB)
Interpretation No. 44, Accounting for Certain Transactions involving Stock Compensation, an
Interpretation of APB Opinion No. 25, in accounting for its employee stock options. Under this method,
compensation expense is generally recorded on the date of grant only if the estimated fair value of the
underlying stock exceeds the exercise price. Given the absence of an active market for the Company’s
common stock prior to the IPO, the board of directors historically has determined the, estimated fair
value of common stock on the dates of grant based on several factors, including progress against
regulatory, clinical and product development milestones, sales of common stock to outside investors
and the likelihood of achieving a liquidity event such as an initial public offering or sale of the
Company. As a result, the Company recorded deferred compensation charges for the difference
between the estimated fair value of the common stock and the exercise price of options granted at the
date of grant. Compensation expense is recognized over the vesting petiod on a straight-line basis.

SFAS No. 123, Accounting for Stock-Based Compensation (SFAS No. 123) and SFAS No. 148,
Accounting for Stock-Based Compensation—Transition and Disclosure, an amendment of FASB Statement
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(2) Summary of Significant Accounting Policies (Continued)

No. 123, established accounting and disclosure requirements using a fair-value-based method of
accounting for stock-based employee compensation plans. As permitted by existing accounting
standards, the Company elected to continue to apply the intrinsic-value-based method of accounting
described above, for options granted through December 31, 2005. The following table illustrates the
effect on net loss attributable to common stockholders as if the fair-value-based method had been
applied to all outstanding and unvested awards for the year ended December 31, 2005, prior to the
adoption of SFAS No. 123(R), Share-Based Payment on January 1, 2006 (in thousands, except per share
amaounts).

Year ended
December 31,
s
Net loss attributable to common stockholders, as reported . .. .............. $(68,863)
Add: stock-based employee compensation expense determined under the fair
valuemethod . . ... ... . .. .. (4,172)
Deduct: stock-based employee compensation expense included in reported net
JOSS © v s e e e e e e e e e e 2,034
Pro forma net loss attributable to common stockholders . ... .............. $(71,001)
Basic and diluted net loss attributable to common stockholders per common
share, as reported. . . ... . ... L e e $ (3.09
Basic and diluted net loss attributable to common stockholders per common
share, proforma .. ... ... ... e $ (319)

For the years ended December 31, 2007, 2006 and 2005, the fair value of each employee stock
option award was estimated on the date of grant based on the fair value method using the Black-
Scholes option pricing valuation model with the following weighted average assumptions:

Years ended December 31,

2007 2006 2005
Risk-free interestrate . . . ....................... 4.6% 4.63% 3.91%
Expected lifeinvears ... ....................... 6.25 years  6.25 years S years
Volatility .. ... o e 75% 5% 0%
Expected dividend yield ............... ... . ... — — —
Weighted average grant-date fair value .. .........., $6.11 $9.80 $13.40

(i) Stock Based Compensation under SFAS No. 123(R):

Effective January 1, 2006, the Company adopted SFAS No. 123(R) using the modified prospective
method of transition for employee stock option awards granted after January 17, 2005 (valued using the
fair value method), and using the prospective method for awards granted prior to January 17, 2005
(valued using the minimum value method). Therefore, compensation cost recognized in the years ended
December 31, 2007 and 2006 includes: (a) compensation costs related to the vesting of employee stock
options granted after January 17, 2005 but prior to January 1, 2006, based on the grant date fair value
method estimated in accordance with the provisions of SFAS No. 123 adjusted for estimated forfeitures
(b) compensation costs related to the continued vesting of nonvested restricted stock awards granted
prior to January 1, 2006, and (c) compensation costs for all share-based payments granted or modified
subsequent to January 1, 2006, based on the provisions of SFAS No. 123(R).
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Notes to Consolidated Financial Statements (Continued)

(2) Summary of Significant Accounting Policies (Continued)

Prior to the adoption of SFAS No. 123(R), the Company presented its unamortized portion of
deferred compensation cost for nonvested stock options in the consolidated statement of stockholders’
equity (deficit) and comprehensive loss with a corresponding credit to additional paid-in capital. Upon
the adoption of SFAS No. 123(R), these amounts were offset against each other. Under SFAS
No. 123(R), an equity instrument is not considered to be issued until the instrument vests. As a result,
compensation costs are recognized over the requisite service period with an offsetting credit to
additional paid-in capital, and the deferred compensation balance of $7,225,000 at January 1, 2006 was
netted against additional paid-in capital during the first quarter of 2006.

The Company uses the Black-Scholes option pricing model as the most appropriate valuation
method for its option grants. The Black-Scholes model requires inputs for risk-free interest rate,
dividend yield, volatility and expected lives of the options. Since the Company has a limited history of
stock activity, expected volatility is based on historical data from several public companies similar in
size and value to the Company. The Company will continue to use a weighted average approach using
historical volatility and other similar public entity volatility information until historical volatility of the
Company is relevant to measure expected volatility for future option grants. The Company estimates
the forfeiture rate based on historical data. Based on an analysis of historical forfeitures, the Company
has applied a forfeiture rate of 10% to all options that vest upon completion of the first year of service
following the date of grant. The analysis will be re-evaluated at least annually and the forfeiture rate
will be adjusted as necessary. The risk-free rate for periods within the contractual life of the option is
based on the U.S. Treasury yield curve in effect at the time of the grant. The expected lives for options
granted represents the period of time that options granted are expected to be outstanding. Since
January 1, 2006 the Company has used the simplified method for determining the expected lives of
options.

For awards with graded vesting, the Company allocates compensation costs under SFAS No.
123(R) on a straight-line basis over the requisite service period. The Company amortized the fair value
of each option over each option’s service period, which is generally the vesting period.

The Company’s net loss for the years ended December 31, 2007 and 2006 includes $5,417,000 and
$4,791,000, respectively, of compensation costs and no income tax benefit related to the Company’s
stock-based compensation arrangements for employee and nonemployee awards. As of December 31,
2007, the total amount of unrecognized stock-based compensation expense is $12,649,000 and will be
recognized over a weighted average period of 4.0 years.

The Company accounts for stock options issued to non-employees in accordance with the
provisions of SFAS No. 123 and EITF No. 96-18, Accounting for Equity Instruments that are Issued to
Other than Employees, or in Conjunction with Selling Goods or Services, which requires valuing and
remeasuring such stock options to the current fair value until the performance date has been reached.

Certain of the Company’s options granted to non-employees that are fully vested and no longer
subject to a performance requirement are subject to EITF Issue No. 00-19, Accounting for Derivative
Financial Instruments Indexed to, and Potentially Settled in, a Company’s Own Stock, which requires the
stock options held by certain non-employee consultants to be accounted for as liability awards. The fair
value of these vested and unexercised awards was recognized as liability awards starting in April 2007
following the registration of stock options under Form $-8, using the Black-Scholes model. As of
December 31, 2007, a liability of $1,343,000 was reflected in the consolidated balance sheet as other
current liabilities. The fair value of the award is re-measured at each financial statement reporting date
until the options are exercised or expire. When and if non-employee consultants exercise their
Company options or the Company options expire, the corresponding liability will be reclassified to
equity. As of December 31, 2007, vested stock options 1o acquire 312,911 shares of common stock held
by non-employee consultants remained unexercised.
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{2) Summary of Significant Accounting Policies (Continued)

The following table outlines the details of recognized and unrecognized expense for these stock-
based compensation arrangements {in thousands):

Stock compensation Unrecognized stock

fi '
the years ended compensation
2007 2006 December 31, 2007

Employee stock options . . .. ... ..o oi ... $4,045  $2,752 $ 9,394
Repriced employee stock options . ............... 139 407 147
Employee options issued below fair value .......... 10 60 17
Non-employee stock options. . . ................. (444) 272 75
Restrictedstock. . . .......... . ... 1,667 1,300 3,016
' ' $5417  $4,791 $12,649

Stock-based compensation expense is allocated as follows (in thousands):

Years ended December 31,
2007 2006 2005

Research and development . .. ... ... ... ...... ... ....... $3,902 $3,372 §$2,397
General and administrative . . .. ... oot e e e e 1,515 1,419 778
Total .. e e e e $5417 $4,791 $3,175

Certain of the employee stock options granted by the Company are structured to qualify as
incentive stock options (ISOs). Under current tax regulations, the Company does not receive a tax
deduction for the issuance, exercise or disposition of ISOs if the employee meets certain holding
requirements. If the employee does not meet the holding requirements, a disqualifying disposition
occurs, at which time the Company will receive a tax deduction. The Company does not record tax
benefits related to ISOs unless and until a qualifying disposition occurs. In the event of a disqualifying
disposition, the entire tax benefit is recorded as a reduction of income tax expense. The Company has
not recognized any income tax benefit for the share-based compensation arrangement due to the fact
that the Company does not believe it is more likely than not it will recognize any deferred tax assets
from such compensation cost recognized in the current period.

Comprehensive Income (Loss)

SFAS No. 130, Reporting Comprehensive Income, requires that all components of comprehensive
income (loss) be disclosed in the consolidated financial statements. Comprehensive income (loss} is
defined as the change in equity of a business enterprise during a period from transactions, and other
events and circumstances from non-owner sources. Changes in unrealized gains and losses on
marketable securities represents the only difference between the Company’s net loss and comprehensive
loss.

Segment Reporting

The Company has adopted SFAS No. 131, Disclosure About Segments of an Enterprise and Related
Information, which requires companies to report selected information about operating segments, as well
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(2) Summary of Significant Accounting Policies (Continued)

as enterprise-wide disclosures about products, services, geographical area, and major customers.
Operating segments are determined based on the way management organizes its business for making
operating decisions and assessing performance. The Company has only one operating segment, the
discovery, development and commercialization of drug products.

Basic and Diluted Net Loss Per Common Share

Net loss per share is computed based on the guidance of SFAS No. 128, Eamings Fer Share,
requiring companies to report both basic net loss per common share, which is computed using the
weighted average number of common shares outstanding during the period, and diluted net loss per
common share, which is computed using the weighted average number of common shares outstanding
and the weighted average dilutive potential common shares outstanding using the treasury stock
method. However, for all periods presented, diluted net loss per share is the same as basic net loss per
share as the inclusion of weighted average shares of unvested restricted common stock and common
stock issuable upon the exercise of stock options and warrants and conversion of convertible preferred
stock would be anti-dilutive.

The following table summarizes securities outstanding as of each year-end which were not included
in the calculation of diluted net loss per share as their inclusion would be anti-dilutive.

December 31

2007 2006 2005
Common stock options. . ... ... .. o i 3,880,277 3,044,343 2,948,927
Nonvested restricted common stock ... .. ... .. o i 157,832 291,073 415,454
Convertible preferred stock . ....... ... ... ... . — 2,092,931 —

The convertible preferred stock and accrued dividends had been reflected as being converted into
common stock using a $20.00 per share conversion factor. In February 2007, in connection with the
IPO, all outstanding shares of the convertible preferred stock and accrued dividends were converted
into common stock upon the completion of the IPO (see Note 5).

Recent Accounting Pronouncements

In December 2007, the Financial Accounting Standards Board or FSAB, issued SFAS No. 141R,
Business Combinations, or SFAS No. 141R. The pronouncement establishes principles and requirements
for how an acquirer recognizes and measures in its financial statements the identifiable assets acquired,
the liabilities assumed, any noncontrolling interest in the acquiree and the goodwill acquired. The
pronouncement also establishes disclosure requirements to enable the evaluation of the nature and
financial effects of the business combination. SFAS No. 141R is effective for fiscal years beginning after
December 15, 2008. The Company is currently evaluating SFAS No. 141R and the impact it may have
on its results of operations or financial position.

In December 2007, the FASB issued SFAS No. 160, Noncontrolling Interests in Consolidated
Financial Statements—an Amendment of ARB No. 51, or SFAS No. 160. The pronouncement establishes
accounting and reporting standards pertaining to ownership interests in subsidiaries held by parties
other than the parent, the amount of net income attributable to the parent and to the noncontrolling
interest, changes in a parent’s ownership interest, and the valuation of any retained noncontrolling
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equity investment when a subsidiary is deconsolidated. The pronouncement also establishes disclosure
requirements that identify and distinguish between the interests of the parent and the interests of the
noncontrolling owners. SFAS No. 160 is effective for fiscal years beginning on or after December 15,
2008. The Company is currently evaluating SFAS No. 160 and the impact it may have on its results of
operations or financial position.

In June 2007, the EITF issued EITF No. 07-03, Accounting for Nonrefundable Advance Payments
for Goods or Services to Be Used in Future Research and Development Activities, or EITF No. 07-03,
which provides guidance for upfront payments related to goods and services of rescarch and
development activities. EITF No. 07-03 is effective for fiscal years beginning after December 15, 2007.
The Company does not believe the adoption of EITF No. (7-03 will have a material impact on its
overall financial position or results of operations.

In February 2007, the FASB issued SFAS No. 159, The Fair Value Option for Financial Assets and
Financial Liabilities, or SFAS No. 159, including an amendment of SFAS No. 115, which permits entities
to choose to measure many financial instruments and certain other items at fair value that are not
currently required to be measured at fair value. SFAS No. 159 is effective for the Company beginning
in 2008. The Company does not believe the adoption of SFAS No. 159 will have a material impact on
its overall financial position or results of operations.

In September 2006, the FASB issued SFAS No. 157, Fair Value Measurements, or SFAS No. 157,
which provides guidance for using fair value to measure assets and liabilities. The pronouncement
clarifies (1) the extent to which companies measure assets and liabilities at fair value; (2) the
information used to measure fair value; and (3) the effect that fair value measurements have on
earnings. SFAS No. 157 will apply whenever another standard requires (or permits) assets or liabilities
to be measured at fair value. SFAS No. 157 will be applicable to us for fiscal years beginning after
November 15, 2007. In February 2008, the FASB issued SFAS No. 157-1 and No. 157-2 which delay the
effective date of SFAS No. 157 for one year for certain non-financial assets and liabilities and removes
certain leasing transactions from its scope. The Company does not believe the adoption of SFAS
No. 157 will have a material impact on its overall financial position or results of operations.

In July 2006, the FASB issued FASB Interpretation No. 48, Accounting for Uncertainty in Income
Taxes—an interpretation of FAS 109, or Interpretation No. 48. This interpretation clarifies the
accounting for uncertainty in income taxes recognized in a company’s financial statements in
accordance with FASB Statement No. 109, Accounting for Income Taxes. This interpretation prescribes a
recognition threshold and measurement attribute for the financial statement recognition and
measurement of a tax position taken in a tax return. It also provides guidance on derecognition,
classification, interest and penalties, accounting in interim periods, disclosure and transition.
Interpretation No. 48 is effective for fiscal years beginning after December 15, 2006. The Company
adopted this Interpretation No. 48 effective January 1, 2007 and its adoption had no impact on its
consolidated results of operations and financial position.
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(3) Cash, Cash Equivalents and Marketable Securities

A summary of cash and cash equivalents and available-for-sale marketable securities held by the

Company as of December 31, 2007 and 2006 is as follows:

Cash and cash equivalents:

Cash and money market funds . . . .......... ... ...
Marketable securities:
Corporate bonds:

Due within 1 year

Total cash, cash equivalents and marketable securities

Cash and cash equivalents:

Cash and money market funds
Marketable securities:
Corporate bonds:

Due within 1 year

Total cash, cash equivalents and marketable securitics . .

(4) Property and Equipment

December 31, 2007

Property and equipment consist of the following at December 31:

Laboratory equipment . . .. ... oot i e e

Leasehold improvements
Computers and software
Furniture and fixtures

Less accumulated depreciation and amortization . .................

Unrealized Unrealized Fair
Cost gains losses value
(in thousands)
$115,577 — —_— $115,577
$115,577 § — $ — $115,577
December 31, 2006
Unrezlized Unrealized Fair
Cost gains losses value
(in thousands}
$33,687 $ — $ — $33,687
13,135 2 — 13,137
$46,822 $ 2 $ — $46,824
2007 2006

{in thousands)

$ 10,110 § 8352

4238 3,854
1,961 1,414
791 677
17,100 14,297
(11,524)  (8,230)

$ 5576 § 6,067

Depreciation and amortization expenses of property and equipment were approximately $3,351,000,
$3,655,000 and $2,455,000 for the years ended December 31, 2007, 2006 and 2005, respectively. The net
book value and accumulated depreciation of equipment under capital lease was $4,155,000 and
$5,254,000 and $4,050,000 and $3,020,000, at December 31, 2007, and 2006, respectively.

F-17



SYNTA PHARMACEUTICALS CORF.

Notes to Consolidated Financial Statements (Continued)

(5) Stockholders’ Equity
Capital Stock—Authorized Shares

In June 2006, the Company’s stockholders approved an increase in the number of authorized
shares of common stock from 150,000,000 shares to 158,000,000 shares and 8,000,000 shares of
preferred stock all of which were designated as shares of Series A Convertible Preferred Stock, each
share having a $0.0001 par value.

Each common stockholder is entitled to one vote for each share of stock held. The common stock
will vote together with all other classes and series of stock of the Company as a single class on all
actions to be taken by the Company’s stockholders. Each share of commeon stock is entitled to receive
dividends, as and when declared by the Company’s board of directors.

The Company has never declared cash dividends on its common stock and does not expect to do
so in the foreseeable future.

Reverse Stock Split

In January 2007, the Board of Directors and the stockholders of the Company approved (i) a
1-for-4 reverse stock split, which was effected on February 2, 2007, subject to a reduction for fractional
shares that were paid for in cash, (ii) an adjustment of the authorized common shares to 100,000,000
and the authorized preferred shares to 5,000,000, which became effective upon the completion of the
IPO, and (iii) an adjustment in the number of common shares reserved under the 2006 Stock Plan to
2,500,000. All share data shown in the accompanying consolidated financial statements has been
retroactively restated to reflect the reverse split. The reverse stock split did not alter the par value of
the common stock and the preferred stock, which is $0.0001 per share, or modify any voting rights or
other terms of the common stock.

Initial Public Offering

In February 2007, the Company raised $50.0 million in gross proceeds from the sale of 5,000,000
shares of its common stock in the IPO at $10.00 per share. The net offering proceeds after deducting
approximately $5.3 million in expenses for underwriters’ discounts, fees and commissions, legal,
accounting, printing, listing and filing fees, and miscellaneous expenses were approximately
$44.7 million. As of December 31, 2006, the Company had incurred approximately $1.0 million in
deferred IPO costs related to this offering, which were paid in 2007.

Convertible Preferred Stock

In June 2006, the Company sold 8,000,000 shares of its Series A Convertible Preferred Stock (the
Preferred Stock) at a price of $5.00 per share resulting in gross proceeds of $40 million. The Preferred
Stock accrued a cumulative annual dividend of 8% of its purchase price, and was automatically
convertible into shares of the Company’s common stock upon completion of an IPO. The number of
shares of common stock into which each share of Preferred Stock was convertible was determined by
dividing the Preferred Stock purchase price plus all accrued dividends by the lesser of $20.00 or
66.6667% of the offering price to the public of the IPO.

In February 2007, all outstanding shares of the Preferred Stock and $1.9 million in accumulated
dividends on the Preferred Stock were converted into 6,278,765 shares of common stock upon the
completion of the TPO.
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(5) Stockholders’ Equity (Continued)

In accordance with EITF No. 98-5, Accounting for Convertible Securities with Beneficial Conversion
Features or Contingently Adjustable Conversion Ratios, and EITF No. 00-27, Application of Issue No. 98-5
to Certain Convertible Instruments, the Company recorded a non-cash beneficial conversion charge of
approximately $58.6 million in February 2007 in connection with the contingent adjustable conversion
feature of the Preferred Stock.

Issuance of Restricted Stock

- During 2005 and 2004, the Company sold and issued 87,500 and 365,000 restricted shares of
common stock, respectively, to its officers and certain employees at par value, of which 5,000, 127,500
and 40,000 of these restricted shares were forfeited in 2007, 2006 and 2003, respectively. Holders of
260,000 of the restricted shares employed by the Company in January 2007 became vested in 50% of
the restricted stock. The remaining 50% vests upon the earlier of January 2009 or the approval of the
Company’s first new drug application (NDA) by the FDA. Holders of 25,000 shares of the restricted
shares employed by the Company in January 2008 became vested in 50% of the restricted stock. The
remaining 50% vests upon the earlier of January 2010 or the approval of the Company’s first NDA by
the FDA. During 2007, 2006 and 2005, the Company sold and issued 15,661, 12,142 and 9,089 shares of
restricted stock, respectively, at par value to certain members of its Board of Directors in connection
with their annual director fees. These restricted shares vest over the service periods. Compensation
expense recognized for restricted shares was approximately $1,667,000, $1,300,000 and $1,916,000 in the
years ended December 31, 2007, 2006 and 2005, respectively. The remaining unrecognized
compensation expense on restricted stock at December 31, 2007 was $3,016,000. The weighted average
period over which the balance is expected to be recognized is 1.1 years.

(6) Stock Option Plans

In March 2006, the Company terminated the 2001 Stock Plan and adopted the Synta
Pharmaceuticals Corp. 2006 Stock Plan (the 2006 Stock Plan). The 2006 Stock Plan provides for the
grant of incentive stock options, nonstatutory stock options and nonvested stock to employees, officers,
directors and consultants to the Company. As of December 31, 2007, a total of 2,500,000 shares of
common stock had been reserved for issuance under the 2006 Stock Plan. In February 2008, the board
of directors increased the number of shares of common stock reserved for issuance to 3,800,000 under
an “evergreen” provision, which provides for an annual increase based on the lesser of 1,300,000
shares, 5% of the Company’s then outstanding shares of common stock, or such other amount as the
board of directors may determine. The administration of the 2006 Stock Plan is under the general
supervision of the board of directors. The exercise price of the stock options is determined by the
board of directors, provided that incentive stock options are granted at not less than fair market value
of the common stock on the date of grant and expire no later than ten years from the date the option
is granted. Options generally vest over four years.

As of December 31, 2007, the Company had options outstanding to purchase 2,742,576 shares of
its common stock, had outstanding 150,000 restricted shares of common stock and had no shares
available for future issuance under the 2001 Stock Plan.

As of December 31, 2007, the Company had options outstanding to purchase 1,062,701 shares of
its common stock, had outstanding 7,832 restricted shares of common stock and had available 1,409,496
shares available for future issuance under the 2006 Stock Plan.
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(6) Stock Option Plans (Continued)

As of December 31, 2007, the Company had options outstanding to purchase 75,000 shares of its
common stock that were granted outside of the 2001 Stock Plan and 2006 Stock Plan.

In February 2006, the Company’s board of directors authorized the amendment of 933,075 stock
options outstanding as of March 1, 2006 for active employees, board of directors and consultants under
the 2001 Stock Option Plan having an exercise price of $16.00 and above to provide for such options to
have an amended exercise price equal to the then fair value of $14.00 per share. The amendment
affected 159 option holders, of which 150 were employees. The amendment was accounted for in the
same manner as the cancellation of existing options and the grant of new options. The Company
recognized compensation expense, in the amount of approximately $269,000, to reflect the incremental
compensation for vested options in connection with the re-pricing and, $139,000 and $138,000,
respectively, of additional compensation in the years ended December 31, 2007 and 2006, respectively,
to reflect the amortization of the incremental compensation for the unvested options. As of
December 31, 2007, the total amount of unrecognized additional stock-based compensation expense in
connection with the amended shares is $147,000 and will be recognized over a weighted average period
of 2.1 years.

Non-Vested (“Restricted”) Stock Awards With Service Conditions

The Company’s share-based compensation plan provides for awards of restricted shares of common
stock to officers, other employees and non-employee directors. Restricted stock awards are subject to
forfeiture if employment terminates during the prescribed retention period (see Note 5).

General Option Information

The following table summarizes stock option activity during the years ended December 31, 2007,
2006 and 2005:

2007 2006 2005
Weighted Weighted Weighted
average average average
exercise exercise exercise
price of price of Options price of
Options shares  Options shares available shares
available under available under for under
for grant  Shares plan for grant Shares plan grant  Shares plan
Qutstanding at January 1 ... ... ... 2,326,358 3,044,343 $11.89 382,992 2948927 $13.92 876,402 2,512,106 $11.80
Granted . . ..o (1,098,259)1,082,598  8.82 (763,126) 750,984 14.00 (80L,160) 704,571 22.00
Exercised ................. . — (51,500) 264 — (125) 1600 — -— —
Cancelled(1) ................. 87,647 (195,164) 11.57 300,242 (655,443) 1584 307,750 (267,750) 15.32
Additional shares reserved(2). . ... .. 93,750 —_ — 2,406,250 - — — — —
Ouwstanding at December 31 .. ... .. 1,409,496 3,880,277 $11.21 2,326,358 3,044,343 $11.88 382,992 2,948,927 $13.92
Exercisable at December 31 .. ... .. 2,467,882 $11.66 2,011,393 $10.88 1,747,635 $10.80

{1} In March 2006, the Company terminated the 2001 Stock Plan and cancelled the then 93,472 shares reserved for future
issuance.
Options cancelled subsequent to the March 2006 termination of the 2001 Stock Plan do not return to the pool of options
available for future issuance.
Includes the effect of stock option cancellations for the period prior to termination of the 2001 Stock Plan of
277,593 shares.
Includes the effect of non-vested restricted stock cancellations for the period prior to termination of the 2001 Stock Plan of
112,500 shares.
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Includes the effect of stock option cancellations under the 2006 Stock Plan of 2,375 shares.

(2) In March 2006, the Company adopted the 2006 Stock Plan and authorized 2,406,250 shares for future issnance. In January
2007, the Company authorized the increase in shares reserved for future issuance from 2,406,250 to 2,500,000.

Included in the Company’s stock options outstanding at December 31, 2007 are 332,180 options
issued to non-employee consultants with a weighted average exercise price of $9.16 of which 312,911
are vested. The compensation expense is recorded over the respective vesting periods and is subject to
variable accounting treatment prior to vesting, whereby the Company remeasures the fair value of the
options at the end of each reporting period. Changes in the fair value may result in an expense or a
credit in each reporting period. Compensation expense related to these options was approximately
$(444,000), $272,000 and $1,142,000 for the years ended December 31, 2007, 2006 and 2005,

respectively.

The following table summarizes information about outstanding and exercisable stock options at

December 31, 2007:

Options Outstanding

Options Exercisable

Weighted Weighted Weighted Weighted

average average average average
remaining exercise  Aggregate remaining exercise  Aggregate
Number contractunal price intrinsic Number contractual price intrinsic

Exercise price outstanding  life (years)  per share value exercisable life per share value

$20........ 116,012 3.89 $ 2.00 $545,256 116,012 3.89 $ 2.00 $545,256
6.07-8.88 .. ... 796,902 9.26 8.54 — — — — —
10.00-10.84 . . .. 1,598,593 5.56 10.83 — 1,425,493 513 10.93 —
1400 ........ 1,368,770 7.34 14.00 — 926,377 7.07 14.00 —
- 3,880,277 6.90 $11.21 $545,256 2,467,882 5.80 $11.66 $545,256

In April 2006, stock options to purchase 125 shares of the Company’s common stock were
exercised, resulting in proceeds of $2,000.

Between January 2007 through October 2007, stock options to purchase 51,500 shares of the
Company’s common stock were exercised, resulting in proceeds of $136,000, and having an intrinsic
value of approximately $366,000 based on the closing price of the Company’s common stock on the
dates of these stock option exercises.
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General Restricted Shares Information

The following table summarizes restricted stock activity during the years ended December 31, 2007,
2006 and 2005: .

2007 . 2006 2005

Weighted Weighted Weighted

average average average

grant grant grant

date date date

fair fair fair

Shares value Shares value Shares value

Quistanding at Japuary 1 . ... ................ 291,073 $21.15 415,454 $20.31 365,000 $22.00
Granted . ... ... ... 15,661 830 12,142 1400 96,589 14.76
VeSted . . o oot e e (143,902) 2092 (9,023) 1400 (6,135) 22.00
Cancelled .. ....ooviiii e (5,000) 22.00 (127,500) 18.08 (40,000} 22.00
Outstanding at December 31 .. ............... 157,832 $20.05 291,073 $21.15 415,454 $20.31

In January 2007, the Company repurchased 29,046 shares of its previously restricted common stock
from certain officers and non-officer employees in order to fund the minimum statutory tax withholding
requirements related to the vesting of 80,000 shares of restricted commeon stock. In June 2007, these
treasury shares were retired.

{7) Accrued Expenses

Accrued expenses consist of the following at December 31:

il
2007 2006
{in thousands}

Contracted research COStS .. ... ...ttt $3,517 $3,052
Compensation and benefits .. ................ .. ... ... ... .. ..... 3,165 1,196
Professional fees . . ... . i L e e 1,721 1,451
Other . . . e e 781 428

$9,184 36,127

(8) Collaborative Development, Commercialization and License Agreement

In October 2007, the Company and GSK entered into the GSK Agreement for elesclomol. Under
the terms of the agreement, the companies will jointly develop and commercialize elesclomol in the
United States, and GSK will have exclusive responsibility for the development and commercialization of
elesclomol outside the United States. Pursuant to the agreement, the Company received a non-
refundable upfront cash payment of $80 million in November 2007. The Company is also eligible to
receive potential pre-commercial milestone payments from GSK of up to $585 million, which include
both payments for operational progress, such as trial initiation and enrollment, and payments for
positive clinical and regulatory outcomes, such as regulatory approval. Of the $585 million in potential
payments, $135 million are related to the development in metastatic melanoma and $450 million are
related to the development of elesclomol in other cancer indications. In addition, the Company is
eligible to receive up to $300 million in poiential commercial milestone payments from GSK based on
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achieving certain net sales thresholds. The Company will take the lead role and fund, up to a specified
amount, all activities related to seeking FDA approval of elesclomol for the treatment of metastatic
melanoma. The Company will also fund early clinical development of elesclomol in two other cancer
indications. All other worldwide development costs will be shared, with the Company responsible for a
modest proportion of those costs. In the United States, the Company’s share of the operating profits
and losses from the commercialization and sales of elesclomol will be 40-50%, with the percentage
increasing as the level of annual sales increases. The Company may elect not to participate in co-
commercialization, in which case the Company would earn royalties in lieu of profit sharing. Qutside of
the United States, the Company will receive double-digit tiered royalties. Under the GSK Agreement,
GSK may, subject to the agreement of the Company, purchase up to $45 million of the Company’s
common stock in two separate tranches upon the achievement of specified development and regulatory
milestones. In the first tranche, GSK would be obligated to buy $25 million of the Company’s common
stock at the sole discretion of the Company. The Company attributed $260,000 of value to this option
to require GSK to purchase our common stock. The second tranche of $20 million of common stock
would be subject to the agreement of both the Company and GSK. The per share purchase price under
each tranche would be at a specified premium. GSK may terminate the agreement upon not less than
three months’ written notice at any time prior to the date of the first commercial sale of an elesclomol
product and upon not less than six months’ written notice at any time on and after such date, in which
case GSK may be obligated in certain circumstances to make additional payments to the Company.
Under the GSK Agreement, the Company has the right, but not the obligation to participate in various
joint governance committees. The agreement was subject to the Hart-Scott-Rodino Act and has
received clearance by the U.S. government (see Note 2).

(9) Income Taxes

Differences between the actual tax benefit and tax benefit computed using the United States
federal income tax rate is as follows:

Years ended December 31

2007 2006 2005
(in thousands}
Income tax benefit at statutory rate .. .. .. ... ... i $(21,588) $(19,472) $(23,414)
Stock-based compensation. . . .. ... . i e 716 579 —_—
TaX Credits . o vttt e e e (1,647)  (1,743)  (2,232)
191 415 42 40 33
Change in valuation allowance ................. e 22,477 20,596 25,613
Income tax benefit. .. .. ... ... .. $ — § — 3 —_
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The effects of temporary differences that give rise to significant portions of deferred tax assets and
deferred tax liabilities at December 31, are presented below:

2007 2006
(in thousands)

Deferred tax assets:

Federal and state net operating loss carryforwards . . .. ... ... $ 103,359 $ 80,157
Federal and state research and experimentation credits . ... .. 9,886 8,310
LiCemses ... v vvvvievn e e nnn P 601 663
Depreciation and amortization . ......... .. ...t 1,851 1,867
Deferred compensation . ....... ... it 4,943 3,609
Other . ..o e e e P 936 743
Deferredtax assets . . ...t 121,576 95,349
Less valuation allowance .. ... ............ ... .......... (121,576) (95,349)
Net deferred 1ax aSS€1S . . . .. . .. v vttt nn e 3 — $ —

The valuation allowance for deferred tax assets was approximately $121,576,000 and $95,349,000 as
of December 31, 2007 and 2006, respectively. The increase in the total valuation allowance for the
years ended December 31, 2007 and 2006 was approximately $26,227,000 and $24,345,000, respectively.
The Company has established valuation allowances against its deferred tax assets because management
believes that, after considering all of the available objective evidence, both historical and perspective,
the realization of the deferred tax assets does not meet the “more likely than not™ criteria under
SFAS No. 109. i

In 2005 and February 2007, the Company performed analyses to determine if there were changes
in ownership, as defined by Section 382 of the Internal Revenue Code, that would limit its ability to
utilize certain net operating loss and tax credit carryforwards. The Company determined that it
experienced an ownership change, as defined by Section 382, in connection with its acquisition of
Principia Associates, Inc. on September 20, 2002, but did not experience a change in ownership upon
the effectiveness of the Company’s IPO. As a result, the utilization of the Company’s federal tax net
operating loss carryforwards generated prior to the ownership change is limited. As of December 31,
2007, the Company has net operating loss carryforwards for U.S. federal tax purposes of approximately
$259,076,000, after taking into consideration net operating losses expected to expire unused as a result
of Section 382 limitations, and the remainder will expire in varying amounts through 2027 unless
utilized. At December 31, 2007, the Company has state net operating lass carryforwards of
approximately $243,596,000, which will expire through 2011 unless utilized. The utilization of these net
operating loss carryforwards may be further limited if the Company experiences future ownership
changes as defined in Section 382 of the Internal Revenue Code. At December 31, 2007, the Company
had approximately $8,117,000 and $2,681,000, respectively, in federal and state research and
development credits which expire through 2027 and 2022, respectively.

The Company is currently open to examination under the statute of limitations by the Internal
Revenue Service and state jurisdictions for the tax years ended 2000 through 2006. Carryforward tax
attributes generated in years past may still be adjusted upon future examination if they have or will be
used in a future period. The Company is currently not under examination by the Internal Revenue
Service or any other jurisdictions for any tax years. The Company adopted the provisions of FIN 48 in
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the first quarter of 2007. The Company has not recorded any interest and penalties on any
unrecognized tax benefits since its inception.

{10) Commitments and Contingencies
Leases

The Company leases its research and office facilities under non-cancelable operating leases with
terms expiring through 2011. Each of these leases contains renewal options ranging from one to five
years.

In September 2007, the Company renewed a lease for one of its research and office facilities for
an eighteen-month term with a fourteen-month renewal option.

In November 2007, the Company renewed a lease for one of its research and office facilities for a
four-year term and two three-year renewal options.

The Company subleased laboratory and office space from its scientific founder, who is a major
shareholder of the Company, under a tenant-at-will arrangement. This lease was assumed by the
Company in May 2005. In January 2007, the Company entered into an early termination agreement for
this research and office facility under which the Company was obligated to pay the landlord $68,000 for
termination fees and expenses.

In November 2004, the Company entered into an agreement for a revolving property and
equipment lease line of credit which was amended in 2005. Under the amended agreement, the
Company may periodically directly lease, or scll and lease-back, up to $6.0 million of property and
equipment, with payment periods of 36 or 48 months and a $1.00 purchase option at the end of each
lease period. The lease rates are based upon a fixed base interest rate plus the respective prevailing 36-
or 48-month U.S. Treasury Bill interest rates at the time of each funding. The leases are accounted for
as capital leases. In June 2007, the agreement was extended through June 2008. As of December 31,
2007, the Company sold and leased back under this agreement an aggregate of approximately
$9.5 million of its previously purchased property and equipment, of which approximately $3.1 million
and $6.4 million were capitalized and are being paid over 36 and 48 months, respectively. As a result,
the Company recorded net deferred gains of approximately $316,000, which is being amortized over the
applicable lease periods, and as of December 31, 2007 approximately $65,000 in net deferred gains was
unamortized. As of December 31, 2007, approximately $1.4 million was available under this lease line
for future property and equipment expenditures. The Company also leases certain vehicles and
equipment under various other non-canceliable capital and operating leases.
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Future minimum payments, excluding operating costs and taxes, under the Company’s capital and
non-cancellable operating leases, are approximately as follows (in thousands):

Capital leases  Operating leases

Years ended December 31,

2008 .. e $2,828 $1,987
2000 .. e - 1,939 1,836
2010 ..o e 853 1,480
2001 L e e 311 1,351
2002 L e — —
Total minimum lease payments.................. 5,931 $6,654
Less: amount representing interest . ... ........... (710)
Present value of minimum capital lease payments . . 5,221
Less current portions of capital lease obligations . . . (2,406)
Capital lease obligations—long term.............. $2,815

Rent expense was approximately $2,307,000, $1,914,000 and $2,217,000, for the years ended
December 31, 2007, 2006 and 2005, respectively, including rent paid for the lease from its scientific
founder in the amount of approximately $96,000 in 2005.

License Agreements
Queen’s Medical Center

In March 2003, the Company entered into an exclusive, rovalty-bearing license agreement with!
Queen’s Medical Center (QMC) for certain technology related to ion channel technologies. Under the
terms of the agreement, if certain milestones are met, the Company is obligated to make cash
payments of up to an aggregate of $1.0 million. If commercialization is achieved, the Company wili be
required to pay royalties to QMC on the net sales of any product using the licensed technologies. In
the event the Company grants a sublicense of the licensed technology, the Company is obligated to
compensate QMC a percentage of all fees received from the sublicense.

Through December 31, 2007, no milestone, royalty, or sublicense payments had been earned by or
paid to QMC.

Beth Israel Deaconess Medical Center

The Company acquired two exclusive licenses from Beth Israel Deaconess Medical Center (Beth
Israel) relating primarily to monoclonal antibodies and ion channel technologies. Under the terms of
the licenses, if certain milestones are met, the Company is required to make cash payments up to an
aggregate of $2.0 million. If commercialization is achieved, the Company will be required to pay
royalties on the net sales of any product using the licensed technologies. In the event the Company
grants a sublicense of the licensed technologies, the Company is obligated to compensate Beth Israel a
percentage of all fees received from the sublicense.

The Company also assumed an exclusive license with Beth Israel to specific know-how relating to
certain calcium channels. Under the terms of the agreement, if certain milestones are met, the
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Company is required to make cash payments up to an aggregate of $800,000. If commercialization is
achieved, the Company will be required to pay royalties on the net sales of any product using the
licensed know-how.

Through December 31, 2007, no milestone, royalty or sublicense payments had been earned by or
paid to Beth Isracl.

Dana-Farber Cancer Institute

In July 2002, the Company entered into an exclusive license agreement with Dana-Farber Cancer
Institute (DFCI) for certain patent rights relating to the use of immune system modulators with other
agents for use against cancer. Under the terms of the agreement, if certain milestones are met, the |
Company is required to make cash payments up to an aggregate of $600,000. If commercialization is
achieved, the Company will be required to pay nominal royalties on the net sales of any product using
the licensed technologies.

Through December 31, 2007, no milestone, royalty or sublicense payments had been earned by or
paid to DFCL

Consulting Agreements

In October 2002, the Company entered into a consulting agreement with an SAB member for
scientific advisory services which was amended in October 2003. Under the amended consulting
agreement, the term was four years from the effective date of the amendment, and in exchange for a
one-time payment of $400,000, the parties agreed to eliminate a one-time bonus payment to the SAB
member based on the achievement of a certain performance milestone that was included in the original
agreement. In addition to an annual consulting fee, the consultant was entitled to a bonus payment of a
portion of any up-front or milestone payments received by the Company related to certain calcium
channel technology during the four-year term of the amended agreement. In April 2007, the Company
further amended this consulting agreement for a two-year term from the effective date of the
amendment. In addition to the annual consulting fee, the consultant is entitled to potential bonus
payments upon the Company entering into a partnership for certain calcium channel technology and
upon the filing of an investigational new drug application (IND) with the FDA for a drug candidate
developed under such a partnership.

Guarantees

As permitted under Delaware law, the Company’s Certificate of Incorporation and Bylaws provide
that the Company will indemnify certain of its officers and directors for certain claims asserted against
them in connection with their service as an officer or director. The maximum potential amount of
future payments that the Company could be required to make under these indemnification provisions is
unlimited. However, the Company has purchased a directors’ and officers’ liability insurance policy that
reduces its monetary exposure and enables it to recover a portion of any future amounts paid. The
Company believes the estimated fair value of these indemnification arrangements is minimal.

The Company customarily agrees in the ordinary course of its business to indemnification
provisions in agreements with clinical trials investigators in its drug development programs, in
sponsored research agreements with academic and not-for-profit institutions, in various comparable
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agreements involving parties performing services for the Company in the ordinary course of business,
and in its real estate leases. The Company has agreed to indemnify GSK and its affiliates under the
GSK Agreement against losses incurred or imposed as a direct result of claims arising out of the
manufacture, use or sale by the Company of any product, except with respect to claims or losses that
result from a breach of the GSK Agreement by, or the gross negligence or willful misconduct of, GSK.
The Company also expects to agree to certain indemnification provisions in any future drug discovery
and development collaboration agreements. With respect to the Company’s clinical trials and sponsored
research agreements, these indemnification provisions typically apply to any claim asserted against the
investigator or the investigator’s institution relating to personal injury or property damage, violations of
law or certain breaches of the Company’s contractual obligations arising out of the research or clinical
testing of the Company’s compounds or drug candidates. With respect to lease agreements, the
indemnification provisions typically apply to claims asserted against the landlord relating to personal
injury or property damage caused by the Company, to violations of law by the Company or to certain
breaches of the Company’s contractual obligations. The indemnification provisions appearing in
collaboration agreements are similar, but in addition provide some limited indemnification for its
collaborator in the event of third-party claims alleging infringement of intellectual property rights. In
each of the cases above, the term of these indemnification provisions generally survives the termination
of the agreement, although the provision has the most relevance during the contract term and for a
short period of time thereafter. The maximum potential amount of future payments that the Company
could be required to make under these provisions is generally unlimited. The Company purchased
insurance policies covering personal injury, property damage and general liability that reduce its
exposure for indemnification and would enable it in many cases to recover a portion of any future
amounts paid. The Company has never paid any material amounts to defend lawsuits or settle claims
related to these indemnification provisions. Accordingly, the Company believes the estimated fair value
of these indemnification arrangements is minimal.

(11) Related Party Transactions

In January 2005, the Company eatered into an Agreement and Release with its scientific founder,
who is a board member, whereby all outstanding matters regarding various oral understandings and
arrangements between the scientific founder and the Company were resolved, including arrangements
relating to (1) the assignment by the scientific founder of the benefit of his interests, if any, resulting
from the Company's acquisition of the net assets of Cancer Genomics, Inc., Kava Pharmaceuticals, Inc.
and SinglePixel Biomedical, Inc. (collectively, CKS), (2) the scientific founder’s assignment of
inventions, non-competition, non-solicitation and confidentiality agreements with the Company, and
(3) a release by the scientific founder of any and all claims that the scientific founder may have had
against the Company. Pursuant to this agreement, the Company is paying the scientific founder
$500,000, payable in $25,000 installments quarterly for five years. The full amount of the obligation was
charged to research and development expense in 2005.

The Company paid its scientific founder and a member of the board consulting fees of
approximately $25,000 per month in January and February 2007 pursvant to a consulting agreement
dated April 18, 2005. In March 2007, the Company amended the consulting agreement to reduce the
fee from $25,000 to $10,000 per month. Total consulting fees paid in 2007, 2006 and 2005 were
approximately $150,000, $300,000 and $300,000, respectively.
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(12) Retirement Plan

In 2003, the Company implemented a 401(k) retirement plan (the Synta 401(k) Plan) in which
substantially all of its permanent employees are eligible to participate. Participants may contribute a
percentage of their annual compensation to the plan, subject to statutory limitations. The Company
may declare discretionary matching contributions to the Synta 401(k) Plan.

In April 2006, the Company began matching participants’ contributions up to 50% of the first 6%
of the employee’s salary. The match is subject to a three-year equally graded vesting schedule and any
forfeitures will be applied to reduce the Company’s contributions. Company contributions for the years
ended December 31, 2007 and 2006 were approximately $411,000 and $236,000, respectively, subject to
forfeitures. ' ' ‘

(13) Research Grant Contracts

In 2003, the Company was awarded a $500,000 government contract with DARPA to perform
research services associated with performance enhancement. Through December 31, 2006, the
Company had recognized approximately $43,000 of research grant revenue for services performed
under the terms of the contract, which expired in September 2004, and had recorded deferred revenue
of approximately $457,000, which represented advance payments received under this contract. The
advance payments were deposited in a separate non-interest-bearing account and were recorded as
restricted cash as of December 31, 2006. In 2007, the Company returned the unused funds to DARPA.

(14) Initial Public Offering Costs

During 2005 and 2004, the Company incurred $2,389,000 of costs in connection with its planned
initial public offering of commeon stock, of which $1,084,000 was deferred at December 31, 2004.
Following the Company’s filing of its Registration Statement on Form S$-1 with the Securities and
Exchange Commission in 2005, the Company determined that it would not complete the planned
offering and withdrew its filing. The Company did not reactivate and complete its offering within
90 days of the withdrawal of the filing and, accordingly, these costs were expensed in 2005.
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(15) Quarterly Financial Data (unaudited)

The following tables present a summary of quarterly results of operations for 2007 and 2006:

Three Months Ended

March 31, June 30, September 30, December 31,
2007 2007 2007 2007

(in thousands, except per share data)

Net loss attributable to common stockholders . - § (74,940) § (16,741} § (14,875) § (15,524)
Basic and diluted net loss attributable to

common stockholders per share . ... ... ... $ (2.61) $ (0.50) $ (044) $ (0.46)
Basic and diluted weighted average number of
common shares outstanding . . . .......... 28,767,605 33,658,536 33,661,613 33,708,862
Three Months Ended
March 31, June 30, September 30, December 31,
2006 2006 2006 2006

(in thousands, except per share data)

Net loss attributable to common stockholders . $§ (16,211) $  (14,891) $ (14,733) § (13,294)
Basic and diluted net loss attributable to

common stockholders per share.......... $ (0.73) § (0.67) $ (0.66) $ (0.60)
Basic and diluted weighted average number of
common shares outstanding. ... ......... 22,219,025 22,224,772 22226964 22,230,033
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Exhibit 31.1

CERTIFICATIONS UNDER SECTION 302
I, Safi R. Bahcall, Ph.D., certify that:
1. I have reviewed this Annual Report on Form 10-K of Synta Pharmaceuticals Corp.;

2. Based on my knowledge, this report does not contain any untrue statement of a material fact or
omit to state a material fact necessary to make the statements made, in light of the circumstances
under which such statements were made, not misleading with respect to the period covered by this
report;

3. Based on my knowledge, the financial statements, and other financial information included in this
report, fairly present in all material respects the financial condition, results of operations and cash
flows of the registrant as of, and for, the periods presented in this report;

4. The registrant’s other certifying officer(s) and I are responsible for establishing and maintaining
disclosure controls and procedures (as defined in Exchange Act Rules 13a-15(¢) and 15d-15(¢))
and internal control over financial reporting (as defined in Exchange Act Rules 13a-15(f} and
15d-15()) for the registrant and have:

a) designed such disclosure controls and procedures, or caused such disclosure controls and
procedures to be designed under our supervision, to ensure that material information relating to
the registrant, including its consolidated subsidiaries, is made known to us by others within those
entities, particularly during the period in which this report is being prepared;

b) designed such internal control over financial reporting, or caused such internal control
over financial reporting to be designed under our supervision, to provide reasonable assurance
regarding the reliability of financial reporting and the preparation of financial statements for
external purposes in accordance with generally accepted accounting principles;

¢) evaluated the effectiveness of the registrant’s disclosure controls and procedures and
presented in this report our conclusions about the effectiveness of the disclosure controls and
procedures, as of the end of the period covered by this report based on such evaluation; and

d) disclosed in this report any change in the registrant’s internal control over financial
reporting that occurred during the registrant’s most recent fiscal quarter (the registrant’s fourth
fiscal quarter in the case of an annual report) that has materially affected, or is reasonably likely to
materially affect, the registrant’s internal control over financial reporting; and

5. The registrant’s other certifying officer(s) and I have disclosed, based on our most recent
evaluation of internal control over financial reporting, to the registrant’s auditors and the audit
committee of the registrant’s board of directors (or persons performing the equivalent functions):

a) all significant deficiencies and material weaknesses in the design or operation of internal
control over financial reporting which are reasonably likely to adversely affect the registrant’s
ability to record, process, summarize and report financial information; and

b) any fraud, whether or not material, that involves management or other employees who
have a significant role in the registrant’s internal control over financial reporting.

Dated: March 20, 2008 /s!/ SAFI R. BAHCALL, PH.D.

i Safi R. Bahcall, Ph.D.
President and Chief Executive Officer
{principal executive officer)




Exhibit 31.2

CERTIFICATIONS UNDER SECTION 3(2

1, Keith 8. Ehrlich, certify that:

1.
2.

[ have reviewed this Annual Report on Form 10-K of Synta Pharmaceuticals Corp.;

Based on my knowledge, this report does not contain any untrue statement of a material fact or
omit to state a material fact necessary t0 make the statements made, in light of the circumstances
under which such statements were made, not misleading with respect to the period covered by this
report;

Based on my knowledge, the financial statements, and other financial information included in this
report, fairly present in all material respects the financial condition, results of operations and cash
flows of the registrant as of, and for, the periods presented in this report;

The registrant’s other certifying officer(s) and I are responsible for establishing and maintaining
disclosure controls and procedures (as defined in Exchange Act Rules 13a-15(e) and 15d-15(e))
and internal control over financial reporting (as defined in Exchange Act Rules 13a-15(f) and
15d-15(f)) for the registrant and have:

a) designed such disclosure controls and procedures, or caused such disclosure controls and
procedures to be designed under our supervision, to ensure that material information relating to
the registrant, including its consolidated subsidiaries, is made known to us by others within those
entities, particularly during the period in which this report is being prepared;

b) designed such internal control over financial reporting, or caused such internal control
over financial reporting to be designed under our supervision, to provide reasonable assurance
regarding the reliability of financial reporting and the preparation of financial statements for
external purposes in accordance with generally accepted accounting principles;

c) evaluated the effectiveness of the registrant’s disclosure controls and procedures and
presented in this report our conclusions about the effectiveness of the disclosure controls and
procedures, as of the end of the period covered by this report based on such evaluation; and

d) disclosed in this report any change in the registrant’s internal control over financial
reporting that occurred during the registrant’s most recent fiscal quarter (the registrant’s fourth
fiscal quarter in the case of an annual report) that has materially affected, or is reasonably likely to
materially affect, the registrant’s internal control over financial reporting; and

The registrant’s other certifying officer(s) and I have disclosed, based on our most recent
evaluation of internal control over financial reporting, to the registrant’s auditors and the audit
committee of the registrant’s board of directors (or persons performing the equivalent functions):

a) all significant deficiencies and material weaknesses in the design or operation of internal
control over financial reporting which are reasonably likely to adversely affect the registrant’s
ability to record, process, summarize and report financial information; and

b) any fraud, whether or not material, that involves management or other employees who
have a significant role in the registrant’s internal control over financial reporting.

Dated: March 20, 2008 /s/ KEITH S. EHRLICH, C.P.A.

Keith 8. Ehrlich, C.BA.

Vice President, Finance and Administration,
Chief Financial Officer

(principal accounting and financial officer)




Exhibit 32.1

CERTIFICATIONS UNDER SECTION %06

Pursuant to Section 906 of the Sarbanes-Oxley Act of 2002 (subsections (a) and (b) of
section 1350, chapter 63 of title 18, United States Code), each of the undersigned officers of Synta
Pharmaceuticals Corp., a Delaware corporation (the “Company”), does hereby certify, to such officer’s
knowledge, that:

The Annual Report on Form 10-K for the year ended December 31, 2007 (the “Form 10-K”) of
the Company fully complies with the requirements of Section 13(a) or 15(d) of the Securities Exchange
Act of 1934, and the information contained in the Form 10-K fairly presents, in all material respects,
the financial condition and results of operations of the Company.

Dated: March 20, 2008 fs/ SAFI R. BAHCALL, PH.D.

Safi R. Bahcall, Ph.D.
President and Chief Executive Officer
(principal executive officer)

Dated: March 20, 2008 /s/ KEITH S. EHRLICH, C.P.A.

Keith S. Ehrlich, C.PA.

Vice President, Finance and Administration,
Chief Financial Officer (principal accounting and
financial officer)

A signed original of this written statement required by Section 906 has been provided to the Company
and will be retained by the Company and furnished to the Securities and Exchange Commission or its
staff upon request.




?SYNTA

PHARMACEUTICALS®
April 29, 2008
Dear Stockholder,

You are cordially invited to attend the 2008 Annual Meeting of Stockholders of Synta
Pharmaceuticals Corp. to be held at 10:00 a.m. EST on Wednesday, June 11, 2008, at our offices at
45 Hartwell Avenue, Lexington, Massachusetts 02421, The attached notice of annual meeting and proxy
statement describe the business we will conduct at the annual meeting and provide information about
us that you should consider when you vote your shares.

At the annual meeting, two persons will be elected to our Board of Directors. In addition, we will
ask stockholders to ratify the selection of Ernst & Young LLP as our independent registered public
accounting firm for our fiscal year ending December 31, 2008. The Board of Directors recommends the
approval of each of these proposals. Such other business will be transacted as may properly come
before the annual meeting.

We hope you will be able to attend the annual meeting. Whether you plan to attend the annual
meeting or not, it is important that your shares are represented. Therefore, when you have finished
reading the proxy statement, you are urged to complete, sign, date and return the enclosed proxy card,
or to complete your proxy by telephone or via the Internet, promptly in accordance with the
instructions set forth on the card. We encourage you to vote by proxy so that your shares will be
represented and voted at the meeting, whether or not you can attend.

Sincerely,
Safi R. Bahcall, Ph.D.
President and Chief Executive Officer

YOUR YOTE 1S IMPORTANT.
PLEASE CAST YOUR VYOTE PROMPTLY.




SYNTA PHARMACEUTICALS CORF
NOTICE OF 2008 ANNUAL MEETING OF STOCKHOLDERS

TIME: 10:00 a.m. EST

DATE: Wednesday, June 11, 2008

PLACE: The offices of Synta Pharmaceuticals Corp.
45 Hartwell Avenue, Lexington, MA 02421
PURPOSES:
1. To elect two directors to serve three-year terms expiring in 2011.

2. To ratify the appointment of Ernst & Young LLP as our independent public accountants for
the fiscal year ending December 31, 2008.

3. To consider any other business that is properly presented at the meeting.

WHO MAY VOTE:

You may vote if you were the record owner of Synta Pharmaceuticals Corp. common stock at the
close of business on April 21, 2008. A list of stockholders of record will be available at the meeting
and during the 10 days prior to the meeting at the office of the Secretary at the above address,

All stockholders are cordially invited to attend the annual meeting. Whether you plan to attend
the annual meeting or not, you are requested to complete, sign, date and return the enclosed
proxy card, or to complete your proxy by telephone or via the Internet in accordance with the
instructions on the proxy card, as soon as possible in accordance with the instructions on the proxy
card.

BY ORDER OF THE BOARD OF DIRECTORS

afw%ém

Wendy E. Rieder, Esq.
Secretary

April 29, 2008
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SYNTA PHARMACEUTICALS CORP.
45 HARTWELL AVENUE
LEXINGTON, MA 02421

(781) 274-8200

PROXY STATEMENT FOR THE SYNTA PHARMACEUTICALS CORP.
2008 ANNUAL MEETING OF STOCKHOLDERS

GENERAL INFORMATION ABOUT THE ANNUAL MEETING
Why Did You Send Me this Proxy Statement?

We sent you this proxy statement and the enclosed proxy card because Synta Pharmaceuticals
Corp.’s Board of Directors is soliciting your proxy to vote at the 2008 Annual Meeting of Stockholders
to be held at 10:00 a.m. EST on Wednesday, June 11, 2008 at the offices of Synta Pharmaceuticals
Corp., 45 Hartwell Avenue, Lexington, Massachusetts 02421, and any adjournments of the annual
meeting. This proxy statement along with the accompanying notice of annual meeting summarizes the
purposes of the meeting and the information you need to know to vote at the annual meeting.

On or about May 7, 2008, we will begin sending this proxy statement, the attached notice of
annual meeting and the enclosed proxy card to all stockholders entitled to vote at the meeting.
Although not part of this proxy statement, we are also sending along with this proxy statement, our
2007 annual report, which includes our financial statements for the fiscal year ended December 31,
2007. You can also find a copy of our 2007 Annual Report on Form 10-K on the Internet through the
SEC’s electronic data system called EDGAR at www.sec.gov or through the “Investors—SEC Filings”
section of our website at www.syntapharma.com.

Who Can Vote?

Only stockholders who owned our common stock at the close of business on April 21, 2008 are
entitled to vote at the annual meeting. On this record date, there were 33,873,717 shares of our
common stock outstanding and entitled to vote. Common stock is our only class of voting stock.

You do not need to attend the annual meeting 10 vote your shares. Shares represented by valid
proxies, received in time for the meeting and not revoked prior to the meeting, will be voted at the
meeting. A stockholder may revoke a proxy before the proxy is voted by delivering to our Secretary a
signed statement of revocation or a duly executed proxy card bearing a later date. Any stockholder who
has executed a proxy card but attends the meeting in person may revoke the proxy and vote at the
meeting.

How Many Votes Do I Have?

Each share of our common stock that you own entitles you to one vote.

How Do I Vote? !

Whether you plan to attend the annual meeting or not, we urge you to vote by proxy. Voting by
proxy will not affect your right to attend the annual meeting. If your shares are registered directly in
your name through our stock transfer agent, Computershare, or you have stock certificates, you may
vote:

* By mail. Complete and mail the enclosed proxy card in the enclosed postage prepaid envelope.
Your proxy will be voted in accordance with your instructions. If you sign the proxy card but do
not specify how you want your shares voted, they will be voted as recommended by our Board of
Directors.




* By Internet or by telephone. Follow the instructions on the proxy card to vote by Internet or
telephone.

* In person at the meeting. If you attend the meeting, you may deliver your completed proxy card
in person or you may vote by completing a ballot, which will be available at the meeting.

If your shares are held in “street name” (held in the name of a bank, broker or other nominee),
you must provide the bank, broker or other nominee with instructions on how to vote your shares and
can do so as follows:

* By Internet or by telephone. Follow the instructions you receive from your broker to vote by
Internet or telephone.

¢ By mail. You will receive instructions from your broker or other nominee explaining how to vote
your shares.

* In person at the meeting. Contact the broker or other nominee who holds your shares to obtain
a broker’s proxy card and bring it with you to the meeting. You will not be able to vote at the
meeting unless you have a proxy card from your broker.
How Does the Board of Directors Recommend That I Vote on the Proposals?
The Board of Directors recommends that you vote as follows:

* “FOR” the election of the two nominees for director; and

* “FOR” ratification of the selection of Ernst & Young LLP as our independent auditors for our
fiscal year ending December 31, 2008.

If any other matter is presented, the proxy card provides that your shares will be voted by the
proxy holder listed on the proxy card in accordance with his or her best judgment. At the time this
proxy statement was printed, we knew of no matters that needed to be acted on at the annual meeting,
other than those discussed in this proxy statement.

May I Revoke My Proxy?

If you give us your proxy, you may revoke it at any time before the meéting. You may revoke your
proxy in any one of the following ways:

* By signing a new proxy card and submnitting it as instructed above.

* If your shares are held in street name, by re-voting by Internet or by telephone as instructed
above. Only your latest Internet or telephone vote will be counted,

* By notifying Synta’s Secretary in writing before the annual meeting that you have revoked your
proxy. OR

* By attending the meeting in person and voting in person. Attending the meeting in person will
not in and of itself revoke a previously submitted proxy unless you specifically request it.
What if I Receive More Than One Proxy Card?

You may receive more than one proxy card or voting instruction form if you hold shares of our
common stock in more than one account, which may be in registered form or held in street name.
Please vote in the manner described under “How Do I Vote?” for each account to ensure that all of
your shares are voted.




Will My Shares be Voted if I Do Not Return My Proxy?

If your shares are registered in your name or if you have stock certificates, they will not be voted if
you do not return your proxy or vote at the meeting as described above under “How Do I Vote?” If
your shares are held in street name and you do not provide voting instructions to the bank, broker or
other nominee that holds your shares as described above under “How Do I Vote?,” the bank, broker or
other nominee has the authority to vote your unvoted shares on both Proposals 1 and 2 even if it does
not receive instructions from you. We encourage you to provide voting instructions. This ensures your
shares will be voted at the meeting in the manner you desire. If your broker cannot vote your shares on
a particular matter because it has not received instructions from you and does not have discretionary
voting authority on that matter or because your broker chooses not to vote on a matter for which it
does have discretionary voting authority, this is referred to as a “broker non-vote”.

What Vote is Required to Approve Each Proposal and How are Votes Counted?

Proposal 1: Elect Directors . ... .. .. The nominees for director who receive the most
votes (also known as a “plurality” of the votes) will
be elected. Abstentions are not counted for purposes
of electing directors. You may vote either FOR all of
the nominees, WITHHOLD your vote from all of the
nominees or WITHHOLD your vote from any one or
more of the nominees. Votes that are withheld will
not be included in the vote tally for the election of
directors. Brokerage firms have authority to vote
customers’ unvoted shares held by the firms in street
name for the election of directors. if a broker does
not exercise this authority, such broker non-votes will
have no effect on the results of this vote.

Proposal 2: Ratify Selection of

Auditors. . . ................... The affirmative vote of a majority of the shares cast
affirmatively or negatively for this proposal is
required to ratify the selection of independent public
accountants. Abstentions will have no effect on the
results of this vote. Brokerage firms have authority to
vote customers’ unvoted shares held by the firms in
street name on this proposal. If a broker does not
exercise this authority, such broker non-votes will
have no effect on the results of this vote, We are not
required to obtain the approvat of our stockholders
to select our independent accountants. However, if
our stockholders do not ratify the selection of
Ernst & Young LLP as our independent accountants
for 2008, our Audit Committee will reconsider its
selection.

Is Voting Confidential?

We will keep all the proxies, ballots and voting tabulations private. We only let our Inspectors of
Election, Computershare, examine these documents. Management will not know how you voted on a
specific proposal unless it is necessary to meet legal requirements. We will, however, forward to
management any written comments you make, on the proxy card or elsewhere.




Who is Paying for the Costs of Soliciting these Proxies?

We will pay all of the costs of soliciting these proxies. Our directors and employees may solicit
proxies in person or by telephone, fax or email. We will pay these employees and directors no
additional compensation for these services, We will ask banks, brokers and other institutions, nominees
and fiduciaries to forward these proxy materials to their principals and to obtain authority to execute
proxies. We will then reimburse them for their expenses.

What Constitutes a Quorum for the Meeting?

The presence, in person or by proxy, of the holders of a majority of the outstanding shares of our
common stock is necessary to constitute a quorum at the meeting. Votes of stockholders of record who
are present at the meeting in person or by proxy, abstentions, and broker non-votes are counted for
purposes of determining whether a quorum exists.

Householding of Annual Disclosure Documents

In December 2000, the Securities and Exchange Commission, or the SEC, adopted a rule
concerning the delivery of annual disclosure documents. The rule allows us or your broker to send a
single set of our annual report and proxy statement to any household at which two or more of our
stockholders reside, if we or your broker believe that the stockholders are members of the same family.
This practice, referred to as “householding,” benefits both you and us. It reduces the volume of
duplicate information received at your household and helps to reduce our expenses. The rule applies to
our annual reports, proxy statements and information statements. Once you receive notice from your
broker or from us that communications to your address will be “householded,” the practice will
continue until you are otherwise notified or uatil you revoke your consent to the practice. Each
stockholder will continue to receive a separate proxy card or voting instruction card,

If your household received a single set of disclosure documents this year, but you would prefer to
receive your own copy, please contact our transfer agent, Computershare, by calling their toll free
number, 1-800-662-7232.

If you do not wish to participate in “householding” and would like to receive your own set of our
annual disclosure documents in future years, follow the instructions described below. Conversely, if you
share an address with another Synta stockholder and together both of you would like to receive only a
single set of our annual disclosure documents, follow these instructions:

« If your Synta shares are registered in your own name, please contact our transfer agent,
Computershare, and inform them of your request by calling them at 1-800-662-7232 or writing
them at PO. Box 43078, Providence, Rhode Island, 02940-3078.

¢ If a broker or other nominee holds your Synta shares, please contact the broker or other
nominee directly and inform them of your request. Be sure to include your name, the name of
your brokerage firm and your account number.




' SECURITY OWNERSHIP OF CERTAIN BENEFICIAL OWNERS AND MANAGEMENT

The following table sets forth certain information regarding the beneficial ownership of our
common stock as of March 1, 2008 by:

s the executive officers named in the Summary Compensation Table on page 22;

« ¢ach of our directors and director nominees;

» all of our current directors and executive officers as a group; and

» each stockholder known by us to own beneficially more than 5% of our common stock.

Beneficial ownership is determined in accordance with the rules of the Securities and Exchange
Commission and includes voting or investment power with respect to the securities. Shares of common
stock that may be acquired by an individual or group within 60 days of March 1, 2008, pursuant to the
exercise of options or warrants, are deemed to be outstanding for the purpose of computing the
percentage ownership of such individual or group, but are not deemed to be outstanding for the
purpose of computing the percentage ownership of any other person shown in the table. Percentage of
ownership is based on 33,873,717 shares of common stock outstanding on March 1, 2008.

Except as indicated in footnotes to this table, we believe that the stockholders named in this table
have sole voting and investment power with respect to all shares of common stock shown to be
beneficially owned by them, based on information provided to us by such stockholders. Unless
otherwise indicated, the address for each director and executive officer listed is: c/o Synta
Pharmaceuticals Corp., 45 Hartwell Avenue, Lexington, Massachusetts 02421.

Percentage of

Number of Shares Common Stock
Beneficial Owner Beneficially Owned  Beneficially Owned
Directors and Executive Officers
Safi R. Bahcall, PhaD.(1) .. ... 2,335,618 6.8%
Keith S. Ehrlich, CPA(2) .. ........... e 85,904 *
James G. Barsoum, Ph.D.(3) . ... ... . . o 158,551 *
Keizo Koya, Ph.D.(4) ... ... . i 254,154 *
Eric W. Jacobson, MD.{(S) . . . . ... i 67,769 *
Keith R. Gollust(6) . .. . ... ... e 1,620,146 4.7%
Lan Bo Chen, PhD.(7) . . . oo i i e 3,439,952 10.1%
Bruce Kovner(8) . ... ... oot e 8,718,472 25.7%
William S. Reardon, CPA {9) . ... ... . oo 15,951 *
Robert N, Wilson(10) . ... .. .. o i e 413,376 1.2%
All current executive officers and directors as a group (12 persons){11) . . 17,339,394 49.6%
Five Percent Stockholders
CxSynta LLC{12) ... oot 7,761,716 22.9%

cfo Caxton Corporation
Princeton Plaza, Building 2
731 Alexander Road Princeton, NJ (08540
Lin-Huey Chen(13) . . ... i e 3,439,952 10.1%
184 East Emerson Road
Lexington, MA 02420

*  Represents beneficial ownership of less than 1% of the shares of common stock.

(1) Consists of 2,250,525 shares of common stock owned of record by and 70,093 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Dr. Bahcall,
_and 15,000 shares of common stock owned of record by the Safi R. Bahcall Irrevocable Trust, the
trustee of which is Dr. Bahcall’s mother and of which Dr. Bahcall is the beneficiary. Dr. Bahcall




disclaims beneficial ownership of the shares held by this trust except to the extent of any pecuniary
interest therein.

{2) Consists of 20,426 shares of common stock owned of record by and 65,478 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Mr. Ehrlich.

(3) Consists of 40,000 shares of common stock owned of record by and 118,551 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Dr. Barsoum.

(4) Consists of 33,045 shares of common stock owned of record by and 221,109 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Dr. Koya,

{5) Consists of 25,300 shares of common stock owned of record by and 42,469 shares of commoen stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Dr. Jacobson,

{6} Consists of 39,176 shares of common stock owned of record by and 200,000 shares of common stock
issuable upon the exercise of options excrcisable within 60 days of March 1, 2008 held by Mr. Gollust;
and 1,380,970 shares of common stock owned of record by Wyandanch Partners, L.P Mr. Gollust is the
president and sole stockholder of Gollust Management, Inc., which is the general partner of Wyandanch
Partners, L.P.

(7) Consists of 777,535 shares of common stock owned of record by Dr. Chen; 142,223 shares of common

" stock owned of record by LAJ Holdings LLC, the co-managers of which are Dr. Chen and his spouse;
2,004,016 shares of common stock owned of record by the Wisteria Trust, the trustee of which is
Dr. Chen’s spouse; 243,481 shares of common stock owned of record by the Ann Chen Trust, a
co-trustee of which is Dr. Chen’s spouse; 243,481 shares of common stock owned of record by the Jane
Chen Trust, a co-trustee of which is Dr. Chen’s spouse; 12,946 shares of common stock owned of record
by the Chen Grandchildren’s Trust, a co-trustee of which is Dr. Chen’s spouse; 10,210 shares of
commaon stock owned of record by the Alexander Chen Wu 2002 Irrevocable Trust, a co-trustee of
which is Dr. Chen’s spouse; and 6,060 shares of common stock owned of record by the Allison Chen
Wu 2004 Irrevocable Trust, a co-trustee of which is Dr. Chen’s spouse. See note 13,

{8) Consists of 902,069 shares of common stock owned of record by and 54,687 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Mr. Kovner;
and 7,761,716 shares of common stock owned of record by CxSynta LLC. Caxton Corporation is the
managing member of CxSynta LLC and Bruce Kovner is the chairman of Caxton Corporation. See
note 12.

(9) Consists of 2,826 shares of common stock owned of record by and 13,125 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Mr. Reardon.

(10) Consists of 350,876 shares of common stock owned of record by and 62,500 shares of common stock
issuable upon the exercise of options exercisable within 60 days of March 1, 2008 held by Mr. Wilson.

(11) Consists of the shares of common stock set forth in footnotes 1 through 10 and 40,852 shares of
common stock owned of record by and 188,649 shares of common stock issuable upon the exercise of
options exercisable within 60 days of March 1, 2008 held by two executive officers not named in the
table.

(12) Represents shares of common stock owned of record by CxSynta LLC. Caxton Corporation is the
managing member of CxSynta LLC and Bruce Kovner is the chairman of Caxton Corporation. See
note 8.

(13) Consists of 777,535 shares of common stock owned of record by Ms. Chen’s spouse, Dr, Chen;
142,223 shares of common stock owned of record by LAJ Holdings LILC, of which Ms. Chen is a
manager; 2,004,016 shares of common stock owned of record by the Wisteria Trust, of which Ms. Chen
is the trustee; 243,481 shares of common stock owned of record by the Ann Chen Trust, of which
Ms. Chen is a co-trustee; 243,481 shares of common stock owned of record by the Jane Chen Trust, of !
which Ms. Chen is a co-trustee; 12,946 shares of common stock owned of record by the Chen
Grandchildren’s Trust, of which Ms. Chen is a co-trustee; 10,210 shares of common stock owned of
record by the Aleéxander Chen Wu 2002 Irrevocable Trust, of which Ms. Chen is a co-trustee; and 6,060
shares of common stock owned of record by the Allison Chen Wu 2004 Irrevocable Trust, of which
Ms. Chen is a co-trustee, See note 7.




MANAGEMENT

The Board of Directors

Our restated certificate of incorporation and restated bylaws provide that our business is to be
managed by or under the direction of our Board of Directors. Our Board of Directors is divided into
three classes for purposes of election. One class is elected at each annual meeting of stockholders to
serve for a three-year term. Our Board of Directors currently consists of six members, classified into
three classes as follows:

* the Class I directors are Lan Bo Chen, Ph.D. and William S. Reardon, C.PA., and their terms
expire at the upcoming annual meeting;

* the Class II directors are Keith R. Gollust and Robert N. Wilson, and their terms will expire at
the annual meeting of stockholders to be held in 2009; and

» the Class IlI directors are Safi R. Bahcall, Ph.ID. and Bruce Kovner, and their terms will expire
at the annual meeting of stockholders to be held in 2010.

On February 27, 2008, our Board of Directors accepted the recommendation of the Nominating
and Governance Committee and voted to nominate Lan Bo Chen, Ph.D. and William §. Reardon,
C.PA. for election at the annual meeting for a term of three years to serve untit the 2011 annual
meeting of stockholders, and until their respective successors have been elected and qualified.

Set forth below is information regarding our current directors, including the two current directors
nominated for election at the annual meeting;

Name . ‘ Age  Position

Safi R. Bahcal, Ph.D. .................. 39  President and Chief Executive Officer and
Director ‘

Keith R. Gollust(1}{2){(3) ................ 62 Chairman of the Board of Directors

Lan Bo Chen, Ph.D. ....... ... ........ 64  Director ‘

Bruce Kovner(2}(3) .................... 63 Director

William 8. Reardon, CPA(L) .......... ... 61 Director

Robert N, Wilson{)(2)(3). . .. ..o vvvnrnn.. 67 Director

(1) Member of our Audit Committce.
(2) Member of our Compensation Committee.
(3) Member of our Nominating and Governance Committee.

Safi R. Bahcall, Ph.D. co-founded Synta with Dr. Lan Bo Chen and has been our Chief Executive
Officer and a member of our Board of Directors since our inception in July 2001. Dr. Bahcall has
served as our President since December 2003. From 1998 to 2001, Dr. Bahcall was a consultant at
McKinsey & Company, a management consulting firm, advising investment banks and pharmaceutical
companies on strategy, technology, and operations. Dr. Bahcall also co-founded a drug discovery
company focused on novel ion channel research in November 2001, which was acquired by Synta in
December 2002. He received his B.A. summa cum laude from Harvard University, was awarded his
Ph.D. from Stanford University in theoretical physics, and was a Miller postdoctoral research fellow at
the University of California, Berkeley.

Keith R. Goflust has been a member of our Board of Directors since July 2002 and has been our
Chairman since September 2002. Mr. Gollust is a private investor and founded Gollust, Tierney, and
Oliver, a private investment firm, in 1978. Mr. Gollust also was a Managing Director of Caxton
Associates, L.L.C., a hedge fund firm, from July 2003 through December 2004. Mr. Gollust received a
B.A. from Princeton University and an MSIA from Carnegie Mellon University.




Lan Bo Chen, Ph.D. co-founded Synta with Dr. Safi Bahcall and has been a member of our Board
of Directors since July 2001, and a member of our scientific advisory board and its Chairman since July
2001. Dr. Chen is a Professor of Pathology, Emeritus, at Harvard Medical School. He has been at the
Dana-Farber Cancer Institute and Harvard Medical School since July 1977. Dr. Chen is the founder of
several biotechnology companies, including Fuji ImmunoPharmaceuticals Corp. and Shionogi
BioResearch Corp. Dr. Chen received his B.S. in chemistry from National Taiwan University and his
Ph.D. in cell biology from the Massachusetts Institute of Technology.

Bruce Kovner has been a member of our Board of Directors since July 2002. In 1983, Mr. Kovner
founded Caxton Corporation, a diversified trading company and manager of client funds active in
currency, interest rate, commodity and equity markets, and has acted as its Chairman since its
inception. He is also Chairman of Caxton Associates, L.L.C., which succeeded to a significant portion
of Caxton Corporation’s trading and investment activitics in 1996. Prior to the formation of Caxton,
Mr. Kovner served as a Vice President of Commodities Corporation, a private commodities trading
company since acquired by Goldman Sachs. Mr. Kovner is also Chairman of the Board of the
American Enterprise Institute, Chairman of the Board of the Juilliard School, and Vice Chairman of
Lincoln Center for the Performing Arts. In addition, he is the Founder and Chairman of the School
Choice Scholarships Foundation, which provides scholarships to low-income students in New York City
to attend primary schools of their choice. Mr. Kovner received his B.A. from Harvard College in 1966.
He continued his studies at the John E Kennedy School of Government until 1970.

William S. Reardon, C.PA. has been a member of our Board of Directors since August 2004. Until
his retirement in 2002 from PricewaterhouseCoopers LLP, an international accounting firm, where he
was employed from June 1973 to July 2002, Mr. Reardon was a business assurance (audit) partner at
the firm’s Boston office and leader of its life sciences industry practice for New England and the
eastern United States. From 1998 to 2000, Mr. Reardon served on the board of the emerging
companies section of the Biotechnology Industry Organization. He also served on the board of the
Massachusetts Biotechnology Council from 2000 until his retirement in 2002. Mr. Reardon is currently
a member of the board of directors and the chairman of the audit committees of Idera
Pharmaceuticals, Inc., and Oscient Pharmaceuticals Corporation, both of which are publicly traded
pharmaceutical companies. He is also an advisor to the audit committee at Momenta
Pharmaceuticals, Inc., a publicly traded pharmaceutical company. Mr. Reardon received both his
undergraduate degree in East Asian history and his M.B.A. from Harvard University.

Robert N. Wilson has been a member of our Board of Directors since June 2003. Mr. Wilson is
Chairman of Still River Systems, a medical device company. Prior to his association with Still River
Systems, Mr. Wilson was Chairman of Caxton Health Holdings, LLC, from 2004 through 2007 and was
Vice Chairman of the board of directors of Johnson & Johnson, a manufacturer of healthcare products,
from 1989 until 2003. Mr. Wilson had joined Johnson & Johnson in 1964. Mr. Wilson is also a director
of Hess Corporation, an integrated oil and gas company and Charles Schwab Corporation, a publicly
traded financial services company.

Director Independence

Our Board of Directors has reviewed the materiality of any relationship that each of our directors
has with Synta, either directly or indirectly. Based on this review, our Board has determined that the
following members of the Board are “independent directors” as defined by The Nasdaq Stock Market:
Messrs. Gollust, Kovner, Reardon and Wilson.




Committees of the Board of Directors and Meetings
Meeting Attendance

During the fiscal year ended December 31, 2007 there were nine meetings of our Board of
Directors; and the various committees of the Board met a total of 13 times. No director attended fewer
than 75% of the total number-of meetings of the Board and of committees of the Board on which he
served during 2007. The Board has-adopted a policy under which each member of the Board is
encouraged, but not required, to attend each annual meeting of our stockholders. In 2007, required
annual stockholder mattérs were voted on via written consent in lieu of an annual meeting.

t

Audit Committee

Our Audit Committee is composed of Messrs. Gollust, Reardon (chairman) and Wilson, and met
six times during fiscal year. 2007. All members of the Audit Committee satisfy the current independence
standards promulgated by the SEC and by The Nasdaq Stock Market, as such standards apply —
specifically to members of audit committees. Qur Board of Directors has determined that Mr. Reardon
is an “audit committee financial expert,” as the SEC has defined that term. Our Audit Committee’s
role and responsibilities are set forth in the Audit Committee’s written charter and include the
authority to:

« approve and retain the independent auditors to conduct the annual audit of our books and
records;

* review the proposed scope and results of the audit;
* review and pre-approve the independent auditor’s audit and non-audit services rendered;
« approve the audit fees to be paid;

* review accounting and financial controls with the independent auditors and our financial and
- accounting staff; .

* review and approve transactions between us and our directors, officers and affiliates;
« recognize and prevent prohibited non-audit services;

* establish procedures for complaints received by us regarding accounting matters;
 oversee internal audit functions, if any; and

* prepare the report of the Audit Committee that rules of the SEC require to be included in our
annual meeting proxy statement.

A copy of the Audit Commiitee’s written charter is publicly available through the “Investors—
Corporate Governance” section of our website at www.syntapharma.com.

Compensation Committee

Our Compensation Committee is composed of Messrs. Gollust, Kovner and Wilson (chairman),
and met seven times during fiscal year 2007. All members of the Compensation Committee qualify as
independent under the current definition promulgated by The Nasdaq Stock Market. Our
Compensation Committee’s role and responsibilities are set forth in the Compensation Committee’s
written charter and include the authority to:

+ review and establish the compensation arrangements for management, including the
compensation for our President and Chief Executive Officer;




* establish and review general compensation policies with the objective to attract and retain
superior talent, to reward individual performance and to achieve our financial goals;

* administer our stock incentive plan;

* review the Compensation Discussion and Analysis, or CD&A, prepared by management, discuss
the CD&A with management and, based on such review and discussions, recommend to our
Board of Directors that the CD&A be included in our Annual Report on Form 10-K, annual
meeting proxy statement, or any other applicable filing as required by the SEC; and

¢+ prepare the report of the Compensation Committee that SEC rules require to be included in
our annual meeting proxy statement,

The Compensation Committee is charged with establishing a compensation policy for our
executives and directors that is designed to attract and retain the best possible executive talent, to
motivate them to achieve corporate objectives, and reward them for superior performance. Qur
Compensation Committee is also responsible for establishing and administering our executive
compensation policies and equity compensation plans. The Compensation Committee meets at least
twice per year and more often as necessary to review and make decisions with regard to executive
compensation matters. As part of its review of executive compensation matters, the Compensation
Committee may delegate any of the powers given to it to a subcommittee of the committee consisting
" of one or more members of the Compensation Committee.

In the second quarter of 2007, based on the recommendation of management, the Compensation
Committee engaged W.T. Haigh & Company, Inc., or W.T. Haigh, as our compensation consultant.
W.T. Haigh was engaged to review all aspects of our executive compensation. We used the information
we obtained from W.T. Haigh to revise our 2007 cash bonus policy and implement policies that were
applied in determining equity compensation in February 2008 and that will be applied in determining
all compensation for performance during fiscal year 2008.

Please also see the CD&A and the report of the Compensation Committee set forth elsewhere in
this proxy statement.

A copy of the Compensation Committee’s written charter is publicly available through the
“Investors—Corporate Governance” section of our website at www.syntapharma.com.

Nominating and Governance Committee

Our Nominating and Governance Committee is composed of Messrs. Gollust {chairman), Kovner
and Wilson, and did not meet in fiscal year 2007. All members of the Nominating and Governance
Committee qualify as independent under the current definition promulgated by The Nasdaq Stock
Market. Our Nominating and Governance Committee’s role and responsibilities are set forth in the
Nominating and Governance Committee’s written charter and include the authority to:

¢ identify and nominate members of the Board of Directors;

* develop and recommend to the Board of Directors a set of corporate governance principles
applicable to our company; and

* gversee the evaluation of the Board of Directors and management.

Our Nominating and Governance Committee may consider candidates recommended by
stockholders as well as from other sources such as other directors or officers, third-party search firms
or other appropriate sources. For all potential candidates, our Nominating and Governance Committee
may consider all factors it deems relevant, such as a candidate’s personal integrity and sound judgment,
business and professional skills and experience, independence, knowledge of the industry in which we
operate, possible conflicts of interest, diversity, the extent to which the candidate would fill a present
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need on the Board of Directors, and concern for the long-term interests of the stockholders..In general,

persons recommended by stockholders will be considered on the same basis as candidates from other
sources. For each annual meeting, our Nominating and Governance Committee will consider only one
recommended nominee from any stockholder or group of affiliated stockholders, and such
recommending stockholder or group must have held at least 5% of our common stock for at least one
year. All stockholder recommendations for proposed director nominees must be in writing to the
Nominating and Governance Committee, care of our Secretary at 45 Hartwell Avenue, Lexington,
Massachusetts 02421, no later than 120 calendar days prior to the first anniversary of the date of the
proxy statement for the prior annual meeting of stockholders or, in certain circumstances, a reasonable
time in advance of the mailing of our proxy statement for the annual meeting of stockholders for the
current year. The recommendation must be accompanied by the following information concerning the
recommending stockholder: :

* name, address and telephone number of the recommending stockholder;

* the number of shares of our common stock owned by the recommending stockholder and the
time perlod for which such shares have been held;

» if the recommending stockholder is not a stockholder of record, a statement from the record
holder verifying the holdings of the recommending stockholder and a statement from the
recommending stockholder of the length of time such shares have been held (alternatively the
recommending stockholder may furnish a current Schedule 13D, Schedule 13G, Form 3, Form 4
or Form 5 filed with the SEC, together with a statement of the length of time that the shares
have been held); and

* a statement from the recommending stockholder as to a good faith intention to continue to hold
such shares through the date of the next annual meeting.

The recommendation must also be accompanied by the following.information concerning the
proposed nominee:

¢ the information required by Items 401, 403 and 404 of Regulation S-K under the Securities Act
of 1933, as amended; ’ .

* a description of all relationships between the proposed nominee and the recommending
stockholder, including any agreements or understandings regarding the nommatlon

* a description of all relationships between the proposed nominee and any of our competltors
customers suppliers, labor unions or other persons with special interests regardmg Synta; and

-+ the contact information of the proposed nominee.

The recommending stockholder must also furmsh a statement supporting a view that the proposed
nominee possesses the minimum qualifications as set forth below for director nominees and describing
the contributions that the proposed nominee would be expected to make to the Board.of Directors and
to the governance of Synta and must state whether, in its view, the proposed nominee, if elected, would
represent all stockholders and not serve for the purpose of advancing or favoring any particular
stockholder or other constituency of Synta. The recommendation must also be accompanied by the
written consent of the proposed nominee (1) to be considered by the Nominating and Governance
Committee and interviewed if the committee chooses to do so in its discretion, and (2) 1f nominated
and elected, to serve as a director.

For all potential candidates, the Nominating and Governancé Committee may consuier all factors
it deems relevant, including the following threshold criteria:

* candidates should possess the highest personal and professional standards of integrity and ethical
values;
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* candidates must be committed to promoting and enhancing the long-term value of Synta for its
stockholders;

* candidates must be able to represent fairly and equally all stockholders without favoring or
advancing any particular stockholder or other constituency of Synta;

» candidates must have demonstrated achievement in one or more fields of business, professional,
governmental, community, scientific or educational endeavor, and possess mature and objective
business judgment and expertise; -

* candidates are expected to have sound judgment, derived from management or policy making
experience that demonstrates an ability to function effectively in an oversight role; and

» candidates must have, and be prepared to devote, adequate time to the Board of Directors and
its committees.

In addition, the Nominating and Governance Committee will also take into account the extent to
which the candidate would fill a present need on the Board of Directors, including the extent to which
a candidate meets the independence and experience standards promulgated by the SEC and by The
Nasdaq Stock Market.

A copy of the Nominating and Governance Committee’s written charter is publicly available
through the “Investors—Corporate Governance” section of our website at www.syntapharma. com.

Compensation Committee Interlocks and Insider Participation

Our Compensation Committee is composed of Messrs. Gollust, Kovner and Wilson. No member of
our Compensation Committee has at any time been an employee of ours. None of our executive
officers serve as a member of the board of directors or compensation committee of any entity that has
one or more executive officers serving as a member of our Board of Directors or Compensation
Committee.

Each of Messrs. Gollust, Kovner and Wilson or their affiliates purchased shares of our common
stock in our initial public offering in February 2007. For a more detailed description, see “Certain
Relationships and Related Person Transactions.”

Shareholder Communications to the Board

Generally, stockholders who have questions or concerns should contact our Investor Relations
department at ir@syntapharma.com. However, any stockholders who wish to address questions
regarding our business directly with the Board of Directors, or any individual director, must prepare
the communication in written form and mail or hand deliver the same to the following address:

ATTN: SECURITY HOLDER COMMUNICATION

Board of Directors [Designate individual director, if applicable]

Synta Pharmaceuticals Corp.

45 Hartwell Avenue

Lexington, MA 02421 - ' : <

Such communications should not exceed 500 words in length and must be accompanied by the
following information:

* a statement of the type and amount of the securities of Synta that the person holds;

* any special interest, meaning an interest not in the capacity as a stockholder of Synta that the
person has in the subject matter of the communication; and
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* the address, telephone number and e-mail address, if any, of the person submitting the
communication.

The following types of communications are not appropriate for delivery to directors under these
procedures:

* communications regarding individual grievances or other interests that are personal to the party
submitting the communication and could not reasonably be construed to be of concern to
security holders or other constituencies of Synta (such as employees, members of the
communities in which we operate our businesses, customers and suppliers) generally;

* communications that advocate engaging in illegal activities;

* communications that, under community standards, contain offensive, scurrilous or abusive
content; and

* communications that have no rational relevance to the business or operations of Synta.
Communications will be distributed to the Beard, or to any individual director or directors as
appropriate, depending on the facts and circumstances outlined in the communications.
Executive Officers

The following table sets forth certain information regarding our executive officers who are not also
directors:

Name _ Age  Position

James G. Barsoum, Ph.D. ............... 51 Senior Vice President, Research

Jeremy G. Chadwick, Ph.D. .......... ... 45 Senior Vice President, Program Management
and Clinical Operations

Keith S. Ehrlich, CPA. . ................ 57  Vice President, Finance and Administration,

- Chief Financial Officer

Eric W. Jacobson, M.D. ................. 51 Senior Vice President, Clinical Research and
Regulatory Affairs, Chief Medical Officer

Keizo Koya, Ph.D. ........ ... ... ..... 50  Senior Vice President, Drug Development

Wendy E. Rieder, Esq. . ................. 40  Vice President, Intellectual Property and Legal

Affairs, General Counsel

James G. Barsoum, Ph.D. has served as our Senior Vice President, Research since October 2006.
He served as our Vice President, Biology from February 2003 to September 2006. From February 1987
to February 2003, Dr. Barsoum held various leadership roles at Biogen, Inc., now Biogen Idec Inc,, a
publicly traded biopharmaceutical company, most recently as the Director of Molecular and Cellular
Biology. From January 1984 to January 1987, Dr. Barsoum held research fellowships at Stanford
University and the Whitehead Institute for Biomedical Research. Dr. Barsoum received a Ph.D. in
Biology from the Massachusetts Institute of Technology.

Jeremy G. Chadwick, Ph.D. has served as our Senior Vice President, Program Management and
Clinical Operations since October 2006. He served as our Vice President, Program Management and
Clinical Operations from May 2004 to September 2006. From January 2002 to May 2004, Dr, Chadwick
served as Vice President, Development Operations at Vertex Pharmaceuticals, Inc., a publicly traded
biopharmaceutical company. From December 1995 to September 1998, Dr. Chadwick held various
positions at Parexel International, a publicly traded pharmaceutical services company, most recently as
Vice President, U.S. Biostatistics and Data Management. From September 1985 to October 1995,
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Dr. Chadwick held various positions at Glaxo Group Research, most recently as Senior Manager,
Medical Data Sciences Division. From September 1998 to October 2001, Dr. Chadwick was the Chief
Operating Officer at Foliage Software Systems, a privately held software development company.

Dr. Chadwick obtained both his Masters and Ph.D. in statistics from the University of London, U.K.

Keith S. Ehriich, C.PA. has served as our Chief Financial Officer since October 2006 and as our
Vice President, Finance and Administration since March 2004. From November 2003 to February 2004,
Mr. Ehrlich served as a financial consultant to us. From September 1999 to April 2003, Mr. Ehrlich was
Vice President, Finance and Administration and Chief Financial Officer and Treasurer at Argentys
Corporation, a private software development company. From January 1998 to July 1999, Mr. Ehrlich
served as Senior Vice President, Finance and Administration, Chief Financial Officer and Treasurer of
Dyax Corp., a publicly traded biopharmaceutical company. From October 1993 to January 1998, he
served as Vice President, Finance and Administration and Chief Financial Officer and Treasurer of
Oravax, Inc., a publicly traded biopharmaceutical company since acquired by Acambis plc. From May
1991 to October 1993, he served as Treasurer and Director of Finance of Vertex Pharmaceuticals, Inc.,
a publicly traded biopharmaceutical company. From January 1980 to April 1991, Mr. Ehrlich was an
auditor with Coopers & Lybrand LLP. Mr. Ehrlich received his B.A. in Biology from Drew University
and his M.B.A. in Finance and Accounting from Rutgers University.

Eric W, Jacabson, M.D. has served as our Senior Vice President, Clinical Research and Regulatory
Affairs since October 2006 and as our Chief Medical Officer since January 2006. He served as our Vice
President, Medical Research from April 2005 to December 2005, From January 2002 until April 2005,
Dr. Jacobson held positions of increasing responsibility at Millennium Pharmaceuticals, Inc., a publicly
traded biopharmaceutical company, most recently serving as Senior Director, Clinical Research and
previously as Director, Clinical Research. From June 2000 until January 2002, Dr. Jacobson was the
U.S. Medical Director, New Clinical Therapies for Serono Laboratories, Inc., a publicly traded
biotechnology company. Dr. Jacobson was employed as an Academic Rheumatologist at the University
of Massachusetts Medical Center from April 1991 until June 2000. From 1998 through 2000, he was
also a consultant for the Center for Clinical and Lifestyle Research assisting with study design, data
interpretation, report generation and journal publication. From July 1993 through June 1995,

Dr. Jacobson was Adjunct Faculty at Northeastern University in their Physician Assistant Program, and
previous to this Dr. Jacobson was a Rheumatologist at the North Carolina Arthritis and Allergy Care
Center from July 1989 until April 1991. Dr. Jacobson received his B.S. at the University of Illinois at
Champaign/Urbana and his M.D. at Rush Medical College of Rush University. Dr. Jacobson has had
numerous academic appointments and has published over 25 abstracts, papers and book chapters.

Keizo Koya, Ph.D. has served as our Senior Vice President, Drug Development since September
2002. From September 1997 to August 2002, Dr. Koya worked for Shionogi BioResearch Corp. as Vice
President, Research and Development. From April 1995 to August 1997, Dr. Koya was the Director,
Drug Discovery and Development at Fuji ImmunoPharmaceuticals Corp., now EMD Lexigen Research
Center Corp., a biopharmaceutical company. From October 1990 to March 1995 he was employed by
Fuji Photo Film Co., Ltd., a global imaging and information company, where he was most recently the
Head of Pharmaceutical R&D, U.S. Representative Office. He earned his Ph.D. in organic chemistry at
Kyushu University. -

Wendy E. Rieder, Esq. has served as our General Counsel since October 2006 and as our Vice
President, Intellectual Property and Legal Affairs since December 2002. In August 1998, Ms. Rieder
co-founded Microbiotix, Inc., a privately held biotechnology company developing small-molecule
anti-infectives, and served as its Chief Operating Officer and Vice President, Business Development
and Intellectual Property from January 2000 to December 2002. From August 1997 to December 1999,
Ms. Rieder served as the Vice President, Business Development and Inteltectual Property at
LipoGenics, Inc., a subsidiary of a pubticly traded biopharmaceutical company. Ms. Rieder was a patent
attorney at Boehringer Ingelheim Pharmaceuticals, a U.S. affiliate of Boehringer Ingelheim GmbH, a
global pharmaceutical company, from August 1995 to July 1997, and a patent agent at Fish &

Neave LLP from January 1991 to July 1995. Ms. Rieder received an M.A. in organic chemistry from
Columbia University and a J.DD. from Fordham Law School.’
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COMPENSATION DISCUSSION AND ANALYSIS

The primary objectives of the Compensation Committee of our Board of Directors with respect to
executive compensation are to attract, retain, and motivate the best possible executive talent. The focus
is to tie short and long-term cash and equity incentives to achievement of measurable corporate and
individual performance objectives, and to align executives’ incentives with stockholder value creation.
To achieve these objectives, the Compensation Committee has maintained, and continues to develop,
compensation plans that tic a substantial portion of executives’ overall compensation to our research,
clinical, regulatory, commercial, and operational performance

In 2007, the Compensation Commmee based on management’s recommendation, engaged
W.T. Haigh & Company, Inc., or W.T. Haigh, a compensation consulting firm with experience in
evaluating public biopharmaceutical companies, to review all aspects of our executive compensation,
including base salary, incentive compensation, bonuses, equity compensation, and severance and change
in control arrangements. In connection with the engagement, we asked W.T. Haigh to help us collect
and analyze data and to compare all components of our compensation program to the practices of the
below listed peer companles as well as data from companies represented in compensation survey data
for national and regional companies in the biopharmaceutical industry, in partiular data obtained from
Radford Biotechnology Surveys, or the Radford Survey, prepared by AON Consulting, Inc. from
companies with between 50 to 149 employees and companies with between 150 to 500 employees,
which we use in certain instances to validate data from the peer companies. We, together with
W.T. Haigh, developed the below list of peer companies in 2007 based on several characteristics,
including their being publicly traded and operating in our industry with a similar market cap and
reported research and development expenses, as well as being of comparable size, scientific focus, stage
and geographic location to us. We intend to periodically review the companies included in this peer
group and modify its composition as needed to ensure that the data we collect and analyze continues to
be from what we consider to be our most comparable peers for compensanon purposes.

« Affymax, Inc. * Incyte Corporation
* Alnylam Pharmaceuticals, Inc. *+ Indevus Pharmaceuticals Inc.
¢ Altus’ Pharmaceuticals Inc. . * Kosan Biosciences Incorporated
¢ Ariad Pharmaceuticals, Inc. » Molecular Insight Pharmaceuticals, Inc. -
¢ ArQule, Inc. » - ¢ Momenta Pharmaceuticals, Inc.
* Array BioPharma Inc. * Neurogen Corporation
* Coley Pharmaceutical Group, Inc. . - *» Osiris Therapeutics, Inc.
(acquired-by Pfizer, Inc. in January 2008) + OXIiGENE, Inc. L .
* CombinatoRx Incorporated +. Rigel Pharmaceuticals, Inc.
+* Cytokinetics, Inc. + Sunesis Pharmaceuticals, Inc.
* Dyax Corp. - : * Telik, Inc.
+ Favrille, Inc.- o ¢ = Trubion Pharmaceuticals Inc.

* Genomic Health, Inc. ‘ : * ViaCell, Inc.
* Idenix Pharmaceuticals, Inc. )

Based on the recommendatlons of W.T. Haigh, the Compensation Committee adopted certain
changes to our compensation program in 2007, including changes to our ‘cash bonus policy and equity
award practices. With the exception of revisions to our cash bonus policy, which were approved by the
Compensation Committee in July 2007 and reflected in the bonuses awarded in February 2008 for
performance during 2007, and revisions t0.our guidelines for determining annual equity compensation, .
which were applied by the CompenSation Committee in determining equity compensation in February
2008, these changes will be applied in determmmg all compensation for performance during fiscal year
2008. Prior to the adoption of these revised practlces management developed our ‘compensation plans
by utilizing publicly available compensation data and subscription compensation survey data for national
and regional companies in the biopharmaceutical industry, in particular data obtained from the
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approximately 8% was provided to recognize Dr. Jacobson’s contnbutlons in 2006 and align hlS base
salary with the competitive market level for his posmon .

Annual Bonus

In July 2007, based in part on the recommendations of W.T. Haigh, the Compensation Committee
approved the implementation of an expanded cash bonus program intended to increase the cash
element of our, annual compensatlon program in relation to stock based compensation to more closely
track the compensanon programs of the peer companies listed above and related compensation survey
data. This expanded program established target percentages and includes cligibility for an annual
performance-based cash bonus for all employees. The amount of cash available under the bonus plan is
determined on an annual basis by the Compensation Committee and depends on the level of
achievement of the stated corporate and department goals, and individual contribution to the
achievement of specific corporate goals. Individual employees have a target cash bonus generally set as
a percentage of base salary. Currently, employees are eligible for annual performance-based cash
bonuses in amounts ranging from 5%-50% of their base salaries, with the percentage of the target
bonus increasing with an employee’s level of responsibility. The plan approved in 2007 provides for a
30% target bonus for Vice Presidents, 40% for Senior Vice Presidents and 50% for our Chief Executive
Officer. These targets were developed based on the recommendations of W.T. Haigh and the Radford
Survey data. In its discretion, the Compensation Committee may, however, award bonus payments
above or below thése amounts on a case-by-case basis.

The following primary corporate, financial and operanonal goals for our 2007 fiscal year were’
approved by our Board of Directors in January 2007 : :

+ complete our initial public offering; _

* enter into a collaboration agreement for our lead drug candidate, elesclomol;
* initiate Phase 3 cIinicai' trial of élesélomol in metastatic méiaﬁoma; and

* initiate ‘an additional clinical trial of élesclomot. A L ',

We completed our initial public offering in February 2007, entered into a collaborative.
development, commercialization and license agreement with GlaxoSmithKline, or GSK, for elesclomol
in October 2007, and initiated a global, pivotal Phase 3 clinical trial of elesclomol in metastatic
melanoma in the third quarter of 2007. As a resuit of entering our partnership with GSK for the joint .
development and commercialization of elesclomol, and following a strategic review of our programs
against the allocation of our resources, the Board of Directors revised our 2007 goals to remove the -
initiation of an additional clinical trial of elesclomol as one our 2007 goals, and assesscd compensation
awards and adjustments in 2008 based on achievement of ‘the rcmammg goals, all of which, as noted
above, were fully achieved.

In February 2008, the Compensation Committee approved our executives’ cash bonus awards for
2007 performance, including the awards to our Chief Executive Officer and other named executive
officers, which are set forth below in the Summary Compensation Table. Having achieved 100% of our
goals for 2007, the Chief Executive Officer’s cash bonus equaled 50% of his base salary. (100% of his
target bonus) and the other named officers were awarded cash bonus amounts equaling 30-40% of
their respéctive base salaries (100% of their respective target bonuses). The Compensation Committee
believes that these cash bonus awards were competitive with other public biotechnology companies of
similar size to us and appropriately reflect the achievement of significant corporate goals in 2007 and
the individual’s own contributions to the achievement of certain of these goals. - L
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Long-Term Incentives

We believe that long-term performance is achieved through an ownership culture that encourages
long-term participation by our executive officers in equity-based awards. Our 2006 Stock Plan allows
the grant to employees of stock options, restricted stock, and other equity-based awards. We typically
make an initial equity award of stock options to new employees and annual equity grants as part of our
overall compensation program. An option committee appointed by our Board of Directors is currently
authorized to make new hire stock option grants to all employees, except for executive officers, within
certain parameters, beyond which Compensation Committee approval-is required. The option
committee awards new hire stock option grants as of the employee’s initial start date with an exercise
price equal to the closing price of our common stock on the date of grant, in accordance with our 2006
Stock Plan. Annual grants of options to all of our employees and equity awards to our executive
officers are approved by the Compensation Committee, the timing of which is consistent each year with
a regularly scheduled meeting of the Compensation Committee and is-not coordinated with the public
release of nonpublic material information. ' '

Initial stock option awards. Executives who join us are awarded initial stock option grants. These
grants have an exercise price equal to the fair market value of our common stock on the grant date
and a vesting schedule of 25% on the first anniversary of the date of hire and quarterly thereafter for
the next three years. The amount of the initial stock option award is determined based on the
executive’s position with us and analysis of the competitive practices of the companies similar in size to
us represented in the compensation data that we review. The initial stock option awards are calculated
to have a total face value (calculated by multiplying the number of shares subject to the option by the
exercise price thereof) equal to a percentage of the executive’s base salary, and are intended to provide
the executive with incentive to build value in the organization over an extended period of time. The
amount of the initial stock option award is also reviewed in light of the executive’s base salary and
other compensation 1o ensure that the éxecutive’s total compensation is in line with our overall
compensation philosophy. Currently, we grant our executives initial stock option awards with a total
face value ranging from one and one half to two times the executive’s base salary. However, we retain
flexibility in awarding more stock options initially to newly hired executives, with the approval of the
Compensation Committee.

Restricted stock awards. We have made grants of restricted stock to executive officers and certain
high ranking non-executive employees to provide additional long-term incentive to build stockholder
value. Restricted stock awards are made in anticipation of contributions that will create value in the
company and are subject to a lapsing repurchase right by the company if the employee leaves prior to
the date the shares are no longer restricted. Because the shares have a defined value at the time the
restricted stock grants are made, restricted stock grants are often perceived as having more immediate
value than stock options, which have a less calculable value when granted. However, we generally grant
fewer shares of restricted stock than the number of stock options we would grant for a similar purpose.
In 2004 and 2005, we awarded certain executive officers and senior non-executive employees restricted
stock grants that were subject to a lapsing repurchase right as to the first 50% of the shares after two
years and are subject to a lapsing repurchase right as to the remaining 50% of the shares after the
earlier of four years or approval of an NDA with the FDA. The second vesting tranche of these
restricted stock grants was structured in this way to recognize the significance of the approval of an
NDA to us and to award the executive’s role in achieving such a milestone. In December 2006, the
Compensation Committee approved amendments to the restricted stock agreements under which shares
vested in January 2007 to provide the ability to withhold from each executive the number of shares of
common stock necessary in order to satisfy the statutory minimum tax withholding obligations incurred
in January 2007 with respect to the vesting of the initial 509 of these particular awards. See “~—Fiscal
Year 2007 Equity Awards and Award Modifications—Amendment of Restricted Stock Agreements”
below. The Compensation Committee approved these amendments to provide the executives with a
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method to satisfy the statutory minimum tax withholding obligations with respect to the vesting of
shares at a time when no public market was expected to exist that would allow the executives to sell
their vested shares to obtain the cash funds necessary to remit to Synta,

Annual stock option awards. Our practice is to make annual stock option awards as part of our
overall performance management program. The Compensation Committee believes that stock options.
provide management with a strong link to long-term corporate performance and the creation of
stockholder value. We intend that the annual aggregate value of these awards will be set near
competitive median levels for companies represented in the compensation data we review. As is the
case when the amounts of base salary and initial cquity awards are determined, a review of all
components of the executive’s compensation is conducted when determining annual equity awards to
ensure that an executive’s total compensation conforms to our overall philosophy and objectives. A
pool of options is reserved for executives and non-officers based on setting a target grant level for each
employee category, with the higher ranked employees being eligible for a higher target grant. Qur
annual stock option awards are typically based on a target percentage of base salary and granted upon
the achievement of performance goals. The target percentage of base salary used to determine annual
stock option awards granted in February 2007 for performance during 2006 were 135% for Vice
Presidents, 150% for Senior Vice Presidents, and 200% for the Chief Executive Officer.

In July 2007, the Compensation Committee reaffirmed the practice of determining annual stock
option awards based on a multiple of base salary and an evaluation of individual performance,
including individual contribution to the achievement of specific corporate goals, and established and
applied the following revised target amounts for our executive officers based in part on the
recommendations of W.T. Haigh in granting annual stock option awards for 2007 performance: 126%
for Vice Presidents, 156% for Senior Vice Presidents, and 380% for the Chief Executive Officer. These
amounts, including the target amount for the Chief Executive Officer, were consistent with our
philosophy of targeting total executive compensation in line with approximately the fifticth percentile of
the companies represented in the compensation data we review.

Other Compensation

We maintain broad-based benefits that are provided to all employees, including health insurance,
life and disability insurance, dental insurance, and a 401(k) plan with a matching company contribution.
In particular circumstances, we also utilize cash signing bonuses when certain executives and senior
non-executives join us. Such cash signing bonuses are typically repayable in full to the company if the
employee recipient voluntarily terminates employment with us prior to the first anniversary of the date
of hire. Whether a signing bonus is paid and the amount thereof is determined on a case-by-case basis
under the specific hiring circumstances. For example, we will consider paying signing bonuses to
compensate for amounts forfeited by an executive upon terminating prior employment, to assist with
relocation expenses, and/or to create additional incentive for an executive to join our company in a
position where there is high market demand. We also provide our Chief Executive Officer with
approximately 50% reimbursement for an apartment he leases in Massachusetts and reimburse him for
commuting costs for travel from his residence in New York to our offices in Lexington, Massachusetts.
Our Board of Directors and Compensation Committee believe that these payments facilitate the Chief
Executive Officer’s travel between Massachusetts and New York, where our Chief Executive Officer is
required to conduct significant business activitiecs on behalf of the company.

Termination Based Compensation

Severance. Our employment agreement with our Chief Executive Officer provides severance of
24 months of base salary if his employment is terminated without cause. After reviewing the practices
of companies represented in the compensation data we obtained, the Compensation Committee
negotiated our Chief Executive Officer’s severance package to provide him an amount equal to his base
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salary for the length of his non-competition arrangement with us. We believe that our Chief Executive
Officer’s severance package is generally in line with severance packages offered to chief executive
officers of the companies of similar size to us represented in the compensation data we reviewed.

As of December 31, 2007, and pursuant to our letter agreement with James Barsoum, Ph.D>,, our
Senior Vice President, Research, in the event of a termination without cause, as defined in the letter
agreement, Dr. Barsoum was entitled to a one-time severance payment on the date of termination
equal to three months of base pay.

As of December 31, 2007, we did not have severance arrangements in place with any of our other
named executive officers, however, on April 28, 2008, we entered into severance and change of control
agreements with each of our named executive officers, with the exception of our Chief Executive
Officer, reflecting terms approved by the Compensation Committee.

Acceleration of vesting of equity-based awards. In the event of a change of control as defined in
our 2001 Stock Plan and 2006 Stock Plan, certain provisions of these plans allow for acceleration of
equity awards in case an employee is terminated for certain reasons after a change of control, which we
refer to as “doubtle trigger” acceleration. See “—Potential Payments Upon Termination or Change of
Control—Change of Control Arrangements Under Our 2001 Stock Plan and 2006 Stock Plan” below
for a detailed discussion of these provisions. We believe a “double trigger” requirement maximizes
sharcholder value because it prevents an unintended windfall to management in the event of a friendly
{non-hostile) change of control. Under this structure, unvested equity awards under our 2001 Stock
Plan and 2006 Stock Plan would continue to incentivize our executives to remain with the company
after a friendly change of control. If, by contrast, our 2001 Stock Plan and 2006 Stock Plan had only a
“single trigger,” and if a friendly change of control occurred, management’s equity awards would ali
vest immediately, creating a windfall, and the new owner would then likely find it necessary to replace
the compensation with new unvested equity awards in order to retain management. This rationale is
why we believe a “double-trigger” equity vesting acceleration mechanism is more stockholder-friendly,
and thus more appropriate for our company, than a “single trigger” acceleration mechanism.

Conclusion

Our compensation policies are designed to retain and motivate our senior executive officers and to
ultimately reward them for outstanding individual and corporate performance.
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EXECUTIVE COMPENSATION
Summary Compensation Table

The following table shows the compensation paid or accrued during the fiscal years ended
December 31, 2006 and 2007 to (1) our President and Chief Executive Officer, (2) our Chief Financial
Officer and (3) our three most highly compensated executive officers, other than our President and
Chief Executive Officer and our Chief Financial Officer.

Stock Option All Other
Salary  Bonus Awards Awards:  Compensation Total
Name and Principal Position Year  ($) {$) ($H1) $)(2) ) %
Safi R. Bahcall, Ph.D.. . .. ... ... ..... 2007 352,500  177,500(3) 274,995(4) 327,972(5) 80,453(6) 1,213,420
President and Chief Executive Officer 2006 340,000 100,000(7) 343,256(8) 265,518(9) 38,610(10) 1,087,384
Keith S. Ehrlich, CPA., .. ............ 2007 228,334 69,000(3} 137,498(11) 137,406(12) 6,474(13) 578,712

Vice President, Finance and Administration, 2006 215,334 44,000(7) 137,498(11) 113,377(14) 5,241(13) 515450
Chief Financial Officer

James G. Barsoum, Ph.D. .. ........... 2007 238333 96,000(3) 219.996(11) 159,459(15)  6,833(13) 720,621
Senior Vice President, Research 2006 228334 46,000(7) 219,996(11) 129.365(16)  5339(13) 629,034
Eric W. Jacobson, MD, . ... .......... 2007 276,667 112,000(3)  B7,498(11) 208,645(17)  7.850(13) 692,660

Senior Vice President, Clinical Research and 2006 249,166 653,000(7)  87,498(11) 163,024(18) 5,700Q13y 570,388
Regulatory Affairs, Chief Medical Officer

Keizo Koya, Ph.D. . ... .. ... ... .. ... 2007 268,334  108,000(3} 219,996(11) 171,542(19) 7,688(13) 775,560
Senior Vice President, Drug Development 2006 258,334 52,000(7) 219,996(11) 136,581(20) 4,078(2t) 670,989

(1) See our discussion of “Stock-Based Compensation” under Note 2 and Note 6 to our audited consolidated financial
statements included in our Annual Report on Form 10-K for the year ended December 31, 2007 for details as to the
assumptions used to determine the fair value of the stock. See also our discussion of stock-based compensation under
Item 7 “Management’s Discussion and Analysis of Financial Condition and Results of Operations—Critical Accounting
Policies and Estimates” of our Annual Report on Form 10-K for the year ended December 31, 2007.

{2) See our discussion of “Stock-Based Compensation” under Note 2 to our audited consolidated financial statements included
in our Annual Report en Form 10-K for the year ended December 31, 2007 for details as to the assumptions used to
determine the fair value of the option awards. Qur executive officers will not realize the value of these awards in cash until
these awards are exercised and the underlying shares are subsequently sold. See also our discussion of stock-based
compensation under Item 7 “Management’s Discussion and Analysis of Financial Condition and Results of Operations—
Critical Accounting Policies and Estimates™ of our Annual Report on Form 10-K for the year ended December 31, 2007.

(3) Represents a cash bonus for performance during the fiscal year ended December 31, 2007, which was paid in 2008.

(4) Represents compensation expense incurred by us in fiscal year 2007 in connection with a grant of 50,000 shares of restricted
common stock on December 21, 2004 to Dr. Bahcall.

(5) Consists of $142,651, $122,450 and $62,871, representing the compensation expense incurred by us in fiscal year 2007 in
connection with option grants to Dr. Bahcall to purchase 37,500 shares of common stock on February 15, 2005, 50,000
shares of common stock on February 15, 2006 and 46,000 shares of common stock on February 28, 2007, respectively.

(6} Consists of $40,778 of rental payments for a company apartment for Dr. Bahcall’s use, $21,874 as a tax reimbursement in
connection with the rental payments, reimbursed moving expenses, commuting costs for Dr. Bahcall's travel from his home
in New York to our offices in Lexington, Massachusetts, and matching contributions made under our 401(k) plan.

{7) Represents a cash bonus for performance during the fiscal year ended December 31, 2006, which was paid in 2007.

(8) Consists of $274,995 and $68,261, representing the compensation expense incurred by us in fiscal year 2006 in connection
with grants to Dr. Bahcall of 50,000 shares of restricted common stock on December 21, 2004 and 4,875 shares of common
stock on April 14, 2006.

{9) Consists of $153,272 and $112,246, representing the compensation expense incurred by us in fiscal year 2006 in connection
with option grants to Dr. Baheall to purchase 37,500 shares of common stock on February 15, 2005 and 50,000 shares of
common stock on February 15, 2006.
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(10)

(11)

(12)

(13)
(14}

(15)

(16)

a7

(18)

(19)

(20)
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Consists of $28,474 of rental payments for a company apartment for Dr. Baheall’s use and $10,136 in commuting costs for
Dr. Bahcall's travel from his home in New York to our offices in Lexington, Massachusetts,

Represents compensation expense incurred by us in each of fiscal years 2007 and 2006 in connection with grants of 25,000,
40,000, and 40,000 shares of restricted common stock on December 21, 2004 to Mr. Ehrlich, Dr. Barsoum, and Dr. Koya,
respectively, and a grant of 25,000 shares of restricted commeon stock on December 12, 2005 to Dr. Jacobson.

Consists of $5,075, 51,068, $50,378 and $30,885, representing the compensation expense incurred by us in fiscal year 2007 in
connection with option grants to Mr. Ehrlich to purchase 37,500 shares of common stock on May 27, 2004, 13,425 shares of
commeon stock on February 15, 2005, 20,571 shares of common stock on February 15, 2006 and 22,000 shares of common
stock on February 26, 2007, respectively.

Represents matching contributions made under our 401(k) plan.

Consists of $12,325, $54,871 and $46,181, representing the compensation expense incurred by us in fiscal year 2006 in
connection with option grants to Mr. Ehrlich to purchase 37,500 shares of common stock granted on May 27, 2004, 13,425
shares of common stock on February 15, 2005 and 20,571 shares of common stock on February 15, 2006, respectively.

Consists of $1,353, $68,092, $57,725 and $32,289 representing the compensation expense incurred by us in fiscal year 2007
in connection with option grants to Dr. Barsoum to purchase 10,000 shares of common stock on May 27, 2004, 17,900
shares of common stock on February 15, 2005, 23,571 shares of commeon stock on February 15, 2006 and 23,000 shares of
common stock on February 26, 2007, respectively.

Consists of $3,287, $73,162 and $52,916, representing the compensation expense incurred by us in fiscal year 2006 in
connection with option grants to Dy, Barsoum to purchase 10,000 shares of common stock on May 27, 2004, 17,900 shares
of common stock on February 13, 2005 and 23,571 shares of common stock on February 15, 2006, respectively.

Consists of $95,125, $67,894 and $45,626, representing the compensation expense incurred by us in fiscal year 2007 in
connection with option grants to Dr. Jacobson to purchase 25,000 shares of common stock on April 11, 2005, 27,723 shares
of common stock on February 15, 2006 and 32,500 shares of common stock on February 26, 2007, respectively.

Consists of $100,788 and 362,236, representing the compensation expense incurred by us in fiscal year 2006 in connection
with option grants to Dr. Jacobson to purchase 25,000 shares of common stock on April 11, 2005 and 27,723 shares of
common stock on February 15, 2006, respectively.

Consists of $1,353, $68,092, $65,596 and $36,501, representing the compensation expense incurred by us in fiscal year 2007
in connection with option grants to Dr. Koya te purchase 10,000 shares of common stock May 27, 2004, 17,900 shares of
common stock on February 15, 2005, 26,785 shares of common stock on February 15, 2006 and 26,000 shares of common
stock on February 26, 2007, respectively.

Consists of $3,287, $73,162 and $60,132, representing the compensation expense incurred by us in fiscal year 2006 in
connection with option grants to Dr. Koya to purchase 10,000 shares of common stock May 27, 2004, 17,900 shares of
common stock on February 15, 2005 and 26,785 shares of common stock on February 15, 2006, respectively.

Consists of $2,792 in lease payments for an automobile for Dr. Koya’s use, which expired:in 2006, and $1,286 in matching
contributions made under our 401(k) plan. '
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2007 Grants of Plan-Based Awards

The following table shows information regarding grants of equity awards that we made during the
fiscal year ended December 31, 2007 to each of the executive officers named in the Summary
Compensation Table.

All Other Option Grant Date Fair
Awards: Number of Exercise or Base Value of Stock
Securities Underlying  Price of Option and
Name Grant Date Options (#) Awards ($/Sh) Option Awards(1)
Safi R. Bahcall, PhD. ........... 2/28/07 46,000 i 8.53 $274,344
President and Chief Executive
Officer
Keith S. Ehrlich, CPA. .......... 2/26/07 22,000 8.75 $134,772
Vice President, Finance and
Administration, Chief Financial
Officer
James G. Barsoum, Ph.D.......... 2/26/07 23,000 875 $140,898
Senior Vice President, Research
Eric W. Jacobson, MD. .......... 2/26/07 32,500 8.75 $199,095
Senior Vice President, Clinical -
Research and Regulatory Affairs,
Chief Medical Officer
Keizo Koya, Ph.D. . ............. 2126/07 26,000 8.75 $159,276
Senior Vice President, Drug
Development

(1) See our discussion of “Stock-Based Cornpensation” under Note 2 to our audited consolidated
financial statements included in our Annual Report on Form 10-K for the year ended
December 31, 2007 for details as to the assumptions used to determine the fair value of the option
awards. Our executive officers will not realize the value of these awards in cash until these awards
are exercised and the underlying shares are subsequently sold. See also our discussion of stock-
based compensation under Item 7 “Management’s Discussion and Analysis of Financial Condition
and Results of Operations—Critical Accounting Policies and Estimates” of our Annual Report on
Form 10-K for the year ended December 31, 2007.

The terms of each executive officer’s compensation are derived from our employment agreement,
in the case of Dr. Bahcall, and our letter agreements, in the case of our other executive officers,
entered into between us and them and annual performance reviews conducted by the Compensation
Committee, in the case of Dr. Baheall, and by Dr. Bahcall for the other executive officers. Annual base
salary increases, annual stock option awards and cash bonuses, if any, for Dr. Bahcall are determined
by the Compensation Committee. Dr. Bahcall recommends annual base salary increases, annual stock
option awards and cash bonuses, if any, for the other executive officers, which are reviewed and
approved by the Compensation Committee.

Employment Agreement with Dr. Safi Bahcall

Pursuant to a letter agreement effective as of April 18, 2005 between us and Dr. Bahcall, we
agreed to employ Dr. Bahcall as our President and Chief Executive Officer on an at-will basis. We also
agreed that so long as Dr. Bahcall continues to serve as our President and Chief Executive Officer, he
will be nominated by the Board of Directors for election as a director at each annual meeting
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preceding which his term as director expires Under this agreement, Dr. Bahcall’s current annual base
salary is $385,000, which reflects an 8.5% increase from his 2007 base salary approved by the
Compensation Committee in February 2008, and is subject to adjustment from time to time at the
discretion of the Board of Directors or the Compensation Committee. Dr. Bahcall is -also eligible to
receive annual grants of stock options under our stock plans at the discretion of the Board of Directors
or the Compensation Committee and, under our bonus policy, he is eligible to receive an annual
performance-based cash bonus of up to 50% of his base salary, 100% of which was awarded in
February 2008 for performance during 2007. Pursuant to the terms of this agreement, we may apply for
and purchase key person life insurance on Dr. Bahcall in an amount determined by Synta and with ~
Synta as the beneficiary and one or more other policies of insurance insuring Dr. Bahcall’s life. To
date, we have not purchased any life insurance on Dr. Bahcall. As a condition of employment,

Dr. Bahcall has entered into a non-competition/non-solicitation agreement pursuant to which he has
agreed not to compete with Synta or to solicit customers or employees of Synta for a period of

24 months after the termination of his employment.

Offer Letters

We do not have formal employment agreements with any of our other executive officers named in
the Summary Compensation Table, however certain elements of the executive officers’ compensation
and other employment arrangements are set forth in letter agreements that we executed with each of
them at the time their employment with us commenced. The letter agreements provide, among other
things, the executive officer’s initial annual base salary and initial stock option award. Each letter
agreement provides that the executive officer’s employment with us is on an at-will basis. As a
condition to their employment, each executive officer has entered into a non-competition/
non-solicitation agreement pursuant to which each officer has agreed not to compete with Synta or to .
solicit customers or employees of Synta for a period of 12 months after the termination of employment.
These letter agreements are further described below. Since the date of the letter agreements, the
compensation paid to each of these executive officers has been increased and additional equity awards
have been awarded. In addition, under our bonus policy, each executive officer is eligible to receive an
annual performance-based cash bonus up to a certain percentage of such officer’s base salary, as noted
below, which may be increased or decreased in the discretion of the Compensation Committee.

Keith S. Ehrlich, C.PA. Pursuant to a letter agreement dated February 19, 2004 between us and
Mr. Ehrlich, we agreed to employ Mr. Ehrlich as Vice President, Finance and Administration,
beginning on March 1, 2004. In October 2006, Mr. Ehrlich began serving as our Chief Financial
Officer. Mr. Ehrlich’s annual base salary is currently $245,000, which reflects a 6.5% increase from his
2007 base salary approved by the Compensation Committee in February 2008. Under our bonus policy,
Mr. Ehrlich is eligible to receive an annual performance-based cash bonus of up to 30% of his base
salary, 100% of which was awarded in February 2008 for performance during 2007.

James G. Barsoum, Ph.D. Pursuant to a letter agreement dated January 22, 2003 between us and
Dr. Barsoum, we agreed to employ Dr. Barsoum as Vice'President, Biology, beginning on February 26,
2003. In October 2006, Dr. Barsoum began serving as our Senior Vice President, Research.
Dr. Barsoum’s annual base salary is currently $275,000, which reflects a 14.6% increase from his 2007
base salary approved by the Compensation Committee in February 2008. Under our bonus policy,
Dr. Barsoum is cligible to receive an annual performance-based cash bonus of up to 40% of his base’
salary, 100% of which was awarded in February 2008 for performance during 2007.

Eric W. Jacobson, M.D. Pursuant to a letter agreement dated March 23, 2005 between us and
Dr. Jacobson, we agreed to employ Dr. Jacobson as Vice President, Medical Research, beginning on
April 11, 2005. In connection with the execution of the letter agreement, we paid Dr. Jacobson a lump
sum bonus of $25,000. Since January 2006, Dr. Jacobson has served as our Chief Medical Officer and
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since October 2006, as our Senior Vice President, Clinical Research and Regulatory Affairs.
Dr. Jacobson’s annual base salary is currently $302,000, which reflects a 7.9% increase from his 2007
base salary approved by the Compensation Committee in February 2008. Under our bonus policy,
Dr. Jacobson is eligible to receive an annual performance-based cash bonus of up to 40% of his basc
salary, 100% of which was awarded in February 2008 for performance during 2007.

Keizo Koya, Ph.D. Pursuant to a letter agreement dated October 1, 2002 between us and
Dr. Koya, we agreed to employ Dr. Koya as Senior Vice President of Drug Development, beginning on
October 1, 2002. Dr. Koya’s annual base salary is currently $286,000, which reflects a 5.9% increase
from his 2007 base salary approved by the Compensation Committee in February 2008. Under our
bonus policy, Dr. Koya is eligible to receive an annual performance-based cash bonus of up to 40% of
his base salary, 100%: of which was awarded in February 2008 for performance during 2007.

For a description and guantification of benefits payable to the executive officers named in our
Summary Compensation Table in connection with a termination of employment or a change of control,
see'“—Potential Payments Upon Termination or Change of Control”.

Fiscal Year 2007 Equity Awards and Award Modifications

Annual Stock Option Grants. On February 26, 2007 and February 28, 2007, the Board of Directors
awarded our executive officers and our President and Chief Executive Officer, respectively, the option
awards set forth in the 2007 Grants of Plan-Based Awards table as part of the annual option award
grants to all of our officers and employees. All of these stock options were issued under our 2006 Stock
Plan and were granted with an exercise price per share equal to the fair market value of our common
stock on the date of grant, which, in accordance with our 2006 Stock Plan, is the closing price of our
common stock on the date of grant as reported by The Nasdaq Global Market. Subject to the terms of
the 2006 Stock Plan and the option agreements issued in connection with these grants, all of these
options vest as to 25% of the shares on the first anniversary of the grant date and as to an additional
6.25% of the shares on the last day of each successive three-month period thereafter, Stock option
awards under our 2006 Stock Plan may vest in full upon a termination within six months following a
change of control as discussed below under “—Change of Control Arrangements Under Our 2001
Stock Plan and 2006 Stock Plan.”

Amendment of Restricted Stock Agreements. In December 2004, we granted shares of restricted
stock to certain of our executive officers, including Drs. Bahcall, Barsoum, and Koya, and Mr. Ehrlich
under our 2001 Stock Plan and pursuant to restricted stock agreements executed in connection
therewith, Pursuant to the terms of the restricted stock agreements, 50% of the shares subject to each
grant vested on January 4, 2007. In December 2006, our Compensation Committee approved
amendments to these restricted stock agreements, pursuant to which we, as permitted by the 2001
Stock Plan, withheld from each officer the number of shares of common stock as was necessary in
order to satisfy our statutory minimum tax withholding obligations that were incurred on January 4,
2007 with respect to each officer in connection with the. vesting of the shares.

L
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Summary Compensation Table.

Name

Safi R. Bahcall, Ph.D., .......
President and Chief Executive
Officer

Keith §. Ehrlich, CPA. . ... ..
Vice President, Finance and
Administration, Chief
Financial Officer

James G. Barsoum, Ph.D. . .. ..
Senior Vice President,
Research

Eric W. Jacobson, M.D. .... ..
Senior Vice President, Clinical
Research and Regulatory

Affairs, Chief Medical Officer

Keizo Koya, Ph.D. . ... ......
Senior Vice President, Drug
Development

fiscal year.

is received.

Qutstanding Equity Awards at 2007 Fiscal Year-End

The following table shows grants of stock options and grants of unvested stock awards outstanding
on December 31, 2007, the last day of our fiscal year, to each of the executive officers named in the

Option Awards Stock Awards
Number of Number of Number of Market Value of
Securities Securities Shares or Shares or
Underlying Underlying Units of Units of
Unexercised  Unexercised Option Stock That Stock That
Options Options Exercise Option Have Not Have Not
(#) (#) Price Expiration Vested Vested
Exercisable  Unexercisable ) Date (#) ($X1)
—_ — — —_ 25,000(2) 167,500
28,125 9,375(3) 14.00(4) 2/15/15 — —
25,000 25,000(5) 14.00 2/15/16 — —_
— 46,000(6) 853 2/28/17 — —
37,500(7) 14.00(8) 5/27/14 — —
— —_ —_— — 12,500(9) 83,750
10,068 3,357(3) 14.0044) 2/15/15 — —
10,285 10,286(5) 14.00 2/15/16 — —
_ 22,000(10) 8.75 2/26/17 — —
75,000(11) —_ 10.843 4/3/13 — —
10,000(12) — 14.008) 5/27/14 — —
—_ —_ —_ — 20,000(13) 134,000
13,425 4475(3)  14.00(4) 21515 — —
11,785 11,786(5) 14.00 2/15/16 -— —
—_ 23,000(10) 8.75 2126117 — -
17,187 7813(14)  14.00(4) 411/15 — —
— —_ — _ 25,000(15) 167,500
13,861 13,862(5) 14,00 2/15/16 — —
— 32,500(10) 8.75 2/26/17 _— —
125,000(16) — 10.843 12/13/12 — —
50,000(17) — 10.843 6/17/13 — —
10,000(12) —_ 14.00(8) 5/27/14 —_ —
— —_ —_ — 20,000(13) 134,000
13,425 4,475(3) 14.00(4) 2/15/15 —_ —
13,392 13,393(5) 14.00 2/15/16 —_ —
- 26000010) 875 2/26/17 — —
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The market value of the stock awards was determined by multiplying the number of shares times $6.70, the
closing price of our common stock on The Nasdaq Global Market on December 31, 2007, the last day of our

Represents a restricted stock grant for 50,000 shares, 25,000 shares of which vested on January 4, 2007 and
the remaining 23,000 of which will vest on January 4, 2009, provided that, if prior to January 4, 2009 we
receive approval of an NDA, the 25,000 shares vesting on January 4, 2009 will vest at the time such approval

The option vested as to 25% of the shares on February 15, 2006 and as to an additional 6.25% of the shares
on the last day of each calendar quarter thereafter.

These options were originally granted at an exercise price of $22.00 per share and were repriced effective
March 1, 2006 to $14.00 per share.




(5) The option vested as to 25% of the shares on February 15, 2007 and as to an additional 6.25% of the shares
on the last day of each calendar quarter thereafter,

(6) The option vested as to 25% of the shares on February 28, 2008 and vests as to an additional 6.25% of the
shares on the last day of each successive three-month period thereafter.

(7) The option vested as to 10,938 of the shares on March 1, 2005 and as to an additional 2,213 shares on the
last day of each calendar quarter thereafter.

(8) These options were originally granted at an exercise price of $16.00 per share and were repriced effective
March 1, 2006 to $14.00 per share.

(%) Represents a restricted stock grant for 25,000 shares, 12,500 shares of which vested on January 4, 2007 and
the remaining 12,500 of which will vest on January 4, 2009, provided that, if prior to January 4, 2009 we
receive approval of an NDA, the 12,500 shares vesting on January 4, 2009 will vest at the time such approval
is received. .

(10} The option vested as to 25% of the shares on February 26, 2008 and vests as to an additional 6.25% of the
shares on the last day of each successive three-month period thereafter.

(11) The option vested as to 25% of the shares on April 3, 2004 and as to an additional 6.25% of thé shares on
the last day of each calendar quarter thereafter,

{12) The option vested as to 25% of the shares on March 1, 2005 and as to an additional 6.25% of the shares on
the last day of each calendar quarter thereafter.

{13) Represents a restricted stock grant for 40,000 shares, 20,000 shares of which vested on January 4, 2007 and
the remaining 20,000 of which will vest on January 4, 2009, provided that, if prior to January 4, 2009 we
receive approval of an NDA, the 20,000 shares vesting on January 4, 2009 will vest at the time such approval
is received. :

(14) The option vested as to 25% of the shares on April 11, 2006 and as to an additional 6.25% of the shares on
the last day of each calendar quarter thereafter.

(15) Represents a restricted stock grant for 25,000 shares, 12,500 shares of which vested on January 4, 2008 and
the remaining 12,500 of which will vest on January 4, 2010, provided that, if prior to January 4, 2010 we
receive approval of an NDA, the 12,500 shares vesting on January 4, 2010 will vest at the time such approval
is received.

(16) The option vested as to 37,500 shares on October 1, 2002 and as to an additional 6.25% of the shares on the
last day of each calendar quarter thereafter.

(17) The option vested as to 25% of the shares on April 1, 2004 and as to an additional 6.25% of the shares on
the last day of each calendar quarter thereafter.
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2007 Option Exercises and Stock Vested

The following table shows information regarding the vesting of stock awards held by each executive
officer named in the Summary Compensation Table during the fiscal year ended December 31, 2007.
There were no exercises of options to purchase our common stock by the executive officers named in
the Summary Compensation Table during the fiscal year ended December 31, 2007.

Stock Awards
Number of
Shares
Acquired Value Realized
on Vesting on Vesting
Name #)h ($H1)
Safi R. Bahcall, Ph.D. ........... e 25,000 62,500
President and Chief Executive Officer
Keith S. Ehrlich, C.PA. . . ... . . . . e e e 12,500(2) 31,250
Vice President, Finance and Administration, Chief Financial Officer
James G. Barsoum, Ph.D ... ........... e 20,000 50,000

Senior Vice President, Research

Eric W. Jacobson, M.D. . ... ... . . .. . — —
Senior Vice President, Clinical Research and Regulatory Affairs, Chief
Medical Officer

Keizo Koya, Ph.D. .. ... . e 20,000(3) 50,000
Senior Vice President, Drug Development

(1) All shares vested on January 4, 2007. The value realized is calculated by multiplying the number of
vested shares times $2.50, the fair market value of our common stock on January 4, 2007.

(2) Of these 12,500 shares, 4,574 were withheld to satisfy tax withholding obligations.
(3) Of these 20,000 shares, 6,955 were withheld to satisfy tax withholding obligations.

Pension Benefits

We do not have any qualified or non-qualified defined benefit plans.

Nonqualified Deferred Compensation

We do not have any non-qualificd defined contribution plans or other deferred compensation
plans.

Potential Payments Upon Termination or Change of Control

We have entered into certain agreements and maintain certain plans that may require us to make
certain payments and/or provide certain benefits to the executive officers named in the Summary
Compensation Table in the event of a termination of employment or a change of control. The following
tables summarize the potential payments to each named executive officer assuming that one of the
following events occurs. The tables assume that the event occurred on December 31, 2007, the last day
of our fiscal year. We have assumed a price per share of our common stock of $6.70 per share, the
closing price of our common stock on The Nasdaq Global Market on December 31, 2007.
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Termination of Employment and Change of Control Arrangements

Change of Control Arrangements Under Qur 2001 Stock Plan and 2006 Stock Plan. Under our 2001
Stock Plan and 2006 Stock Plan, in the event of a termination of our outstanding options in connection
with a corporate transaction, where outstanding options are not assumed or substituted, all outstanding
options shail become fully exercisable immediately prior to their termination. In addition, in the event
of a change of control, as defined below, where outstanding options are assumed or substituted or in
the event of a change of control that does not constitute a corporate transaction under our 2001 Stock
Plan or 2006 Stock Plan, all outstanding options will become immediately exercisable in full and all
rights of repurchase with respect to outstanding stock grants shall terminate if on or prior to the date
that is six months after the date of the change of control event (i) a participant’s service with us or our
succeeding corporation is terminated by us or the succeeding corporation without cause, as defined
below; (ii) a participant terminates his or her service with us as a result of being required to change the
principal location where he or she renders services to a location more than 50 miles from his or her
location of service immediately prior to the change of control event; or (iii) the participant terminates
his or her service after there occurs a material adverse change in a participant’s duties, authority or
responsibilitics which cause such participant’s position with us to become of significantly less
responsibility or authority than such participant’s position was immediately prior to the change of
control. Qur 2006 Stock Plan allows the Board of Directors to make appropriate adjustments for other
stock-based awards.

Under our 2001 Stock Plan and 2006 Stock Plan, a “change of control” means the occurrence of
any of the following events:

(i) Any “Person” (as such term is used in Sections 13(d) and 14(d) of the Securities Exchange
Act of 1934, as amended) becomes the “Beneficial Owner” (as defined in Rule 13d-3 under
said Act), directly or indirectly, of our securities representing 50% or more of the total voting
power represented by our then outstanding voting securities (excluding for this purpose any
such voting securities held by us or our affiliates or by any of our employee benefit plans}
pursuant to a transaction or a series of related transactions which the Board of Directors does
not approve; or

(i) (A) A merger or consolidation of us whether or not approved by the Board of Directors,
other than a merger or consolidation which would result in our voting securities outstanding
immediately prior thereto continuing to represent (either by remaining outstanding or by

| being converted into voting securities of the surviving entity or the parent of such corporation)

‘ at least 50% of the total voting power represented by our voting securities or such surviving

‘ entity or parent of such corporation, as the case may be, outstanding immediately after such

merger or consolidation; (B) or our stockholders approve an agreement for the sale or

‘ disposition by us of all or substantially all of our assets; or

|

(iii) A change in the composition of the Board of Directors, as a result of which fewer than a
majority of the directors are Incumbent Directors. “Incumbent Directors” is defined as
directors who either (A) are directors as of January 11, 2005 under our 2001 Stock Plan, or as

; of March 15, 2006 under our 2006 Stock Plan, or (B) are elected, or nominated for election,

’ to the Board of Directors with the affirmative votes of at least a majority of the Incumbent

| Directors at the time of such election or nomination (but shall not include an individual
whose election or nomination is in connection with an actual or threatened proxy contest
relating to the election of directors).

Under our 2001 Stock Plan and 2006 Stock Plan, “cause” includes (and is not limited to)
dishonesty with respect to us or any affiliate, insubordination, substantial malfeasance or non-feasance
of duty, unauthorized disclosure of confidential information, and conduct substantially prejudicial to
our business or any affiliate. Under our 2006 Stack Plan, “cause” also includes a breach by a
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participant of any provision of any employment, consulting, advisory, nondisclosure, inventions
assignment, non-competition or similar agreement between the plan participant and us. “Cause” is not
limited to events which have occurred prior to a participant’s termination of service, nor is it necessary
that the finding of “cause” occur prior t¢ termination. If it is determined, subsequent to a participant’s
termination of service but prior to the exercise of an option, that either prior or subsequent to the
participant’s termination the participant engaged in conduct which would constitute “cause”, then the
right to exercise any option is forfeited. Any definition in an agreement between the participant and us
or an affiliate, which contains a conflicting definition of “cause” for termination and which is in effect
at the time of such termination, will supersede this definition with respect to such participant.

The tables below reflect the acceleration of unvested options and the lapsing of repurchase rights
for unvested shares of restricted common stock outstanding as of December 31, 2007.

Dr. Safi Bahcall, President and Chief Executive Officer

Termination in
Connection with a

. Change of Involuntary Not for
Executive Benefits and Payments Upon Termination Control Cause Termination
Base Salary .. ..... ... .t $710,000 $710,000
Acceleration of Vestingof Equity ......................... 100% 0%
Number of Stock Options and Value upon Termination(1) ....... 80,375 shares —
$0 —
Number of Shares of Vested Stock Received and Value upon ' :
Termination(1) ...... ... .. .. e 25,000 shares —
$167.500 —
Total: . . . . . PR P e $877,500 $710,000

(1) Value upon termination is calculated using a value for our common stock of $6.70 per share, the
closing price of our common stock on The Nasdaq Global Market on December 31, 2007. All
unvested options had an exercise price greater than $6.70 per share.

Pursuant to our employment agreement with Dr. Bahcall, in the event of termination without
cause, Dr. Bahcall is entitled to continue to receive his then-current base salary for a period of
24 months. As a condition to the receipt of the aforementioned severance payments, Dr. Bahcall will
be required to execute and deliver a written release of Synta from any and all claims arising in
connection with his employment. Dr. Bahcall has also entered into a non-competition/non-solicitation
agreement pursuant to which he has agreed not to compete with Synta or to solicit customers or
employees of Synta for a period of 24 months after the termination of his employment.

Pursuant to the terms of the employment agreement, a termination of Dr. Bahcall “without cause”
includes, but is not limited to, Dr. Bahcall’s resignation following a significant and material diminution
in title, salary, duties or responsibilities by us. The preceding sentence notwithstanding, “cause”
includes (but is not limited to): (i) any substantial malfeasance or non-feasance of duty, (ii) any
material breach by Dr. Bahcall of any of the terms of the Confidential Information Agreement and
Non-Competition Agreement between him and us, (iii) any attempt by Dr. Bahcall to secure any
improper personal profit in connection with our business or any of our affiliates, (iv) Dr. Bahcall’s
conviction, or the entry of a pleading of guilty or nolo contendre to, any crime involving moral
turpitude or any felony, or (v} any conduct substantially injurious or prejudicial to our business or that
of our affiliates.

31




Our Other Named Executive Officers

Payments for Termination in Connection with a Change of Control Under Our 2001 Stock Plan and
2006 Stock Plan. Pursuant to our 2001 Stock Plan and 2006 Stock Plan, the other executive officers
named in the Summary Compensation Table would receive the following in the event of a termination
in connection with a change of control, as defined above:

Keith S. Ehrlich, C.PA. James G. Barsoum, Ph.D.  Eric W. Jacobson, M.D.  Keizo Koya, Ph.D.

Acceleration of Vesting

of Equity: . ... .... 100% 100% 100% 100%
Number of Stock

Options and Value

upon Termination(1) . "35,643 shares © 39,261 shares 54,175 shares 43,868 shares

$0 $0 80 . $0

Number of Shares of ’
Vested Stock
Received and Value

upon Termination(1) .. 12,500 shares 20,000 shares 25,000 shares 20,000 shares
$83,750 : $134,000 $167,500 $134,000

Total: ............ $83,750 $134,000 $167,500 $134,000

(1) Value upon termination is calculated using a value for our common stock of $6.70 per share, the closing price of our
common stock on The Nasdaq Global Market on December 31, 2007. All unvested options had an exercise price
greater than $6.70 per share. :

Payment to Dr. Barsoum for Termination Without Cause. As of December 31, 2007 and pursuant to
our letter agreement with Dr. Barsoum, in the event of a termination without cause, Dr. Barsoum was
entitled to a one-time severance payment on the date of termination equal to three months of base
pay, which as of December 31, 2007, equaled $60,000. Pursuant to the terms of our letter agreement
with Dr. Barsoum, “cause” means (i) an act of dishonesty demonstrating lack of integrity or moral
turpitude, (ii) willful or persistent inattention to the services and duties required in connection with his
employment, including failure to comply with all applicable laws and regulations after notice and failure
to cure within 30 days or (iii) conviction of any felonious criminal act.

Director Compensation

The following table sets forth a summary of the compensation ¢arned by our directors and/or paid
to certain of our directors pursuant to certain agreements we have with them in 2007, other than
Dr. Bahcall:

Fees Earned or Stock Option All Other

Paid in Cash Awards Awards Compensation Total
Name ' (5) ($}{1) ($)(2) (%) ()
Keith R. GOIUSt(3) « v v oeveerennnn, 20,000(4)  40,000(5) 0(6) — 60,000
Lan Bo Chen, PA.D.(7}............. s — — —_ 250,000(8) 250,000
Judah Folkman, M.D.(8) . . .. ... oov... .. —  40,000(5) 57,030(10) — 97030
Bruce Kovner(11) .. ......oouvrnennn., 30,00012) 20,000(13) — — 50000
William S. Reardon, CPA.(14) .......... 45,000(15) 10,000(16) 1,230(17) — 56,230
Robert N. Wilson{18) . . .. ............. 20,000(4)  40,000(5) L — — 60,000

(1) See our discussion of “Stock-Based Compensation” under Note 2 and Note 6 to our audited
consolidated financial statements included in our ‘Annual Report on Form 10-K for the year ended
December 31, 2007 for details as to the assumptions used to determine the fair value of the stock
awards. See also our discussion of stock-based compensation under {tem 7 “Management’s Discussion
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?)

()

(4)
©)

(6)

™

(8)

®

and Analysis of Financial Condition and Results of Operations—Critical Accounting Policies and
Estimates” in our Annual Report on Form 10-K for the year ended December 31, 2007.

See our discussion of “Stock-Based Compensation” under Note 2 to our audited consolidated financial
statements included in our Annual Report on Form 10-K for the year ended December 31, 2007 for
details as to the assumptions used to determine the fair value of the option awards. Our non-employee
directors will not realize the value of these awards in cash until these awards are exercised and the
underlying shares are subsequently sold. See also our discussion of stock-based compensation under
Item 7 “Management’s Discussion and Analysis of Financial Condition and Results of Operations—
Critical Accounting Policies and Estimates™ in our Annual Report on Form 10-K for the year ended
December 31, 2007

As of December 31, 20107, the last day of our fiscal year, there were outstanding 10,403 shares of
common stock, 2,410 of which were restricted, and options for the purchase of 200,000 shares of
common stock, all of which are vested, issued to Mr. Gollust as director compensation.

Represents fees paid for committee service during the fiscal year ended December 31, 2007.

Consists of $20,000 and $20,000, representing the compensation expense incurred by us in fiscal year
2007 in connection with issuances of 2,857 shares of restricted common stock on November 17, 2006 as
the elected form of payment for board service from July 1, 2006 through June 30, 2007, all of which are
vested, and 4,819 shares of restricted common stock on June 30, 2007 as the elected form of payment
for board service from July 1, 2007 through June 30, 2008, 50% of which were vested as of

December 31, 2007, and the remainder of which are subject to our repurchase right, which, with respect
to Messrs. Gollust and Wilson, lapsed as to 25% of the shares on March 31, 2008, and lapses as to the
remaining 25% of the shares on June 30, 2008. Dr. Folkman passed away on January 14, 2008. Pursuant
to terms of the restricted stock agreement governing this grant, vesting of the shares granted to

Dr. Folkman continued until his date of death, at which time vesting ceased. Each non-employee
director paid $.0001 per share, the par value of our common stock. The grant date fair value of the
restricted stock award on June 30, 2007 was $40,000. The number of shares issued was calculated by
dividing $40,000 by the fair value of our common stock of $8.30 per share as of Junc 29, 2007.

On May 27, 2004, we granted Mr. Gollust an option to purchase 75,000 shares of common stock at an
exercise price of $10.843 per share, which was below the then present fair market value of $16.00 per
share. In December 2007, in order to make the option compliant with Section 409A of the Internal
Revenue Code of 1986, as amended, the option agreement was amended to increase the exercise price
with respect to 28,125 of the shares issuable thereunder to $16.00 per share. We did not recognize any
expense in accordance with SFAS 123R in connection with this amendment. In February 2008, this
option was terminated prior to the exercise and issuance of any shares thereunder. On February 27,
2008, Mr. Gollust was granted a fully vested option to purchase 75,000 shares of common stock under
our 2006 Stock Plan at an exercise price of $10.843 per share, which exceeded the fair market value on
the date of grant of $8.82, as determined under our 2006 Stock Plan.

As of December 31, 2007, the last day of our fiscal year, we have not granted Dr. Chen any stock or
option awards. '

Consists of $150,000 in fees paid in 2007 for consulting services pursuant to our consulting agreement
with Dr. Chen and $100,000 in payments remitted in 2007 pursuant to our agreement and release with
Dr. Chen, both of which agreements are further described below.

Dr. Folkman passed away on January 14, 2008. As of December 31, 2007, the last day of our fiscal year,
there were cutstanding 7,676 shares of common stock, 2,410 of which were restricted, and options for
the purchase of 40,000 shares of common stock, 5,625 of which were unvested, issued to Dr, Folkman as
director compensation. Dr. Folkman transferred all right, title and interest in these options to Children’s
Medical Center Corporation pursuant to stock option transfer agreements in which Children’s Medical
Center Corporation has agreed to be subject to all of the conditions and restrictions under the options.
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(10) Represents the compensation expense incurred by us in fiscal year 2007 in connection with an option
grant to Dr. Folkman to purchase 15,000 shares of common stock on September 15, 2005. On
October 17, 2005, Dr. Folkman transferred all right, title and interest in these options to Children’s
Medical Center Corporation pursuant to a stock option transfer agreement in which Children’s Medical
Center Corporation has agreed to be subject to all of the conditions and restrictions under the options.

(11) As of December 31, 2007, the last day of our fiscal year, there were outstanding 5,584 shares of
common stock, none of which were restricted, and options for the purchase of 54,687 shares of common
stock, all of which were vested, issued to Mr. Kovner as director compensation.

(12) Represents $10,000 in fees paid for committee service during the fiscal year ended December 31, 2007
and $20,000 as the elected form of payment for board service from July 1, 2007 through June 30, 2008.

(13) Represents the compensation expense incurred by us in fiscal year 2007 in connection with an issuance
of 2,857 shares of restricted common stock on November 17, 2006 as the elected form of payment for
board service from July 1, 2006 through June 30, 2007, all of which are vested.

(14) As of December 31, 2007, the last day of our fiscal year, there were outstanding 2,826 shares of
common stock, 602 of which were restricted, and options for the purchase of 15,000 shares of common
stock, 2,813 of which were unvested, issued to Mr. Reardon as director compensation.

(15) Represents $15,000 in fees paid for committee service during the fiscal year ended December 31, 2007
and $30,000 as the elected form of payment for board service from July 1, 2006 through June 30, 2008.

(16) Consists of $5,000 and $5,000, representing the compensation expense incurred by us in fiscal year 2007
in connection with issuances of 714 shares of restricted common stock on November 17, 2006 as the
elected form of payment for board service from July 1, 2006 through June 30, 2007, all of which are
vested, and 1,204 shares of restricted common stock on June 29, 2007 as the elected form of payment
for board service from July 1, 2007 through June 30, 2008, 50% of which were vested as of
December 31, 2007, and the remainder of which are subject to our repurchase right, which lapsed as to
25% of the shares on March 31, 2008, and lapses as to the remaining 25% of the shares on June 30,
2008. Mr. Reardon paid $.0001 per share, the par value of our common stock. The grant date fair value
of the restricted stock award on June 30, 2007 was $10,000. The number of shares issued was calculated
by dividing $10,000 by the fair value of our common stock of $8.30 per share as of June 29, 2007.

(17) Represents the compensation expense incurred by us in fiscal year 2007 in connection with an option
grant to Mr. Reardon to purchase 15,000 shares of common stock on August 25, 2004.

(18) As of December 31, 2007, the last day of our fiscal year, there were outstanding 10,403 shares of
common stock, 2,410 of which were restricted, and options for the purchase of 62,500 shares of common
stock, all of which were vested, issued to Mr. Wilson as director compensation.

Director Compensation Policy

We reimburse each member of our Board of Directors who is not an employee for reasonable
travel and other expenses in connection with attending meetings of the Board of Directors.

In January 2005, our Board of Directors approved our Director Compensation Policy, which was
amended and restated in January 2007. Pursuant to this policy, each non-employee director receives an
option to purchase 15,000 shares of our common stock upon his or her initial appointment to our
Board of Directors. These options vest as to 25% of such grant on the first anniversary of the grant
date and as to an additional 6.25% of such grant on the last day of each successive three-month period
thereafter, subject to the non-employee director’s continued service as a director. However, in the event
of termination of service of a non-employee director, such option will vest to the extent of a pro rata
portion through the non-employee director’s last day of service based on the number of days accrued in
the applicable period prior to his or her termination of service. Each non-employee director stock
option will terminate on the earlier of ten years from the date of grant and three months after the
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recipient ceases to serve as a director, except in the case of death or disability, in which event the
option will terminate one year from the date of the director’s death or disability. The exercise price of
these options is equal to the fair market value of our commeon stock on the date of grant.

Under this policy, each non-employee director is compensated on an annual basis for providing
services to Synta. Director compensation is paid for the period from July 1 through June 30 of each
year. Each non-employee director receives compensation consisting of one of the following
combinations of cash and/or a grant of our common stock, at the election of each non-employee
director, as follows: :

« $40,000 cash;

* $30,000 cash and such number of shares of restricted common stock with a value of $10,000 on
the date of grant of the shares;

* $20,000 cash and such number of shares of restricted common stock with a value of $20,000 on
the date of grant of the shares;

* $10,000 cash and such number of shares of restricted common stock with a value of $30,000 on
the date of grant of the shares; or

* such number of shares of restricted common stock with a value of $40,000 on the date of grant
of the shares.

The number of shares to be received by a non-employee director is calculated by dividing the total
dollar amount that the non-employee director has elected to be paid in shares of common stack by the
fair market value of the shares of our common stock on the last business day prior to the date of grant
of the shares. Shares granted are subject to a lapsing repurchase right such that the shares are subject
to forfeiture to us if a non-employee director does not continue to serve as a member of the Board of
Directors as of the end of the applicable quarter as follows: the repurchase right lapses as to 25% of
each such grant on each of September 30, December 31, March 31 and June 30 thereafter, provided
such non-employee director continues to serve as a member of the Board of Directors as of the
applicable date.

The option and restricted stock awards disclosed in the above Director Compensation Table and
accompanying footnotes that were granted prior to March 15, 2006, were granted under our 2001 Stock
Plan, with the exception of the option grant to Mr. Gollust on May 27, 2004, which was not granted
pursuant to an equity plan. On March 15, 2006, our Board of Directors adopted and our stockholders
approved our 2006 Stock Plan and at the same time terminated our 2001 Stock Plan. All restricted
stock awards granted after March 15, 2006 were granted under our 2006 Stock Plan.

Pursuant to the Director Compensation Policy, each non-employee director also receives an annual
fee of $5,000 for each committee of the Board of Directors on which such individual serves. However,
the chairman of each committee, other than the Audit Committee, receives an annual fee of $10,000,
and the chairman of the Audit Committee receives an annual fee of $15,000 for services as chairman.

Consulting Agreement with Dr. Lan Bo Chen

In 2002, we entered into an oral consulting agreement with Dr. Chen pursuant to which Dr. Chen
provided consulting services as mutually determined by us and Dr. Chen from time to time. This
consulting agreement had no definitive term. Under the terms of the agreement, we provided
compensation to Dr. Chen of $25,000 per month. In April 2005, we entered into a written consulting
agreement with Dr. Chen pursuant to which he has agreed to provide consulting services to us and to
serve as the chairman and/or a member of our scientific advisory board. This written agreement
supersedes the aforementioned oral agreement. Under the original terms of this agreement, we agreed
to pay Dr. Chen $25,000 per month for these services. In March 2007, we amended the consulting
agreement to reduce the fee from $25,000 to $10,000 per month. This written agreement has no
definitive term and may be terminated by us or Dr. Chen upon 15 days advance written notice. The
agreement also contains a one-year post termination non-competition and non-solicitation provision.
We paid Dr. Chen $150,000 in 2007 under this agreement.
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Agreement and Release with Dr. Lan Bo Chen

In January 2005, we entered into an Agreement and Release with Dr. Chen whereby we resolved
all outstanding matters regarding various oral understandings and arrangements between Dr. Chen and
Synta, including arrangements relating to (1) the assignment by Dr. Chen of the benefit of his interests,
if any, resulting from our acquisition of the assets of Cancer Genomics, Inc., Kava Pharmaceuticals,
Inc., and SinglePixel Biomedical, Inc., (2) Dr. Chen’s assignment of inventions, non-competition,
non-solicitation and confidentiality agreements with us, and (3) a general release by Dr. Chen of any
and all claims that Dr. Chen may have had against us. Pursuant to this agreement we will pay Dr. Chen
$500,000 payable in $25,000 instailments quarterly for five years. We paid Dr. Chen $100,000 in 2007
under this agreement.

Equity Compensation Plan Information

The following table provides certain aggregate information with respect to all of our equity
compensation plans in effect as of December 31, 2007:

(c)
Number of Securities

(a) (b) Remaining Available for
Number of Securities to be Weighted Average Future issuance Under
Issued Upon Exercise of Exercise Price of Equity Compensation Plans
Qutstanding Options, Outstanding Options, {excluding securities
Mte_ggrl Warrants and Rights(1) Warrants and Rights ($) reflected in column (a)}
Equity Compensation Plans
Approved by
Securityholders (2) .. ... .. 3,805,277 $11.18 1,409,496(3)
Equity Compensation Plans
not Approved by
Securityholders (4) . . ... .. 75,000 $12.78 0
Total ................. 3,880,277 $11.21 1,409,496

(1) Includes options to purchase 186,941 shares of our common stock issued under our 2001 Stock
Plan and 2006 Stock Plan that were cancelled after December 31, 2007,

(2) These plans consist of our 2006 Stock Plan and our 2001 Stock Plan. In connection with the
adoption of our 2006 Stock Plan in March 2006, our 2001 Stock Plan was terminated and
thereafter no further stock options were granted under the 2001 Plan. All outstanding stock
options and stock grants granted under the 2001 Plan remained outstanding and subject to their
terms and the terms of the 2001 Plan.

(3) Represents shares of common stock available for future issuance under our 2006 Stock Plan. Our
2006 Stock Plan contains an “evergreen provision” which allows for an annual increase in the
number of shares available for issuance under the plan on the first day of each of our fiscal years
during the period beginning in fiscal year 2008 and ending on the second day of fiscal year 2016.
The annual increase in the number of shares shall be equal to the lowest of (i) 1,300,000 shares;
(i) 5% of our outstanding shares on the first day of the fiscal year; and (iii) an amount
determined by our Board of Directors. Under this provision, no annual increase shall be made to
the extent that the number of shares of common stock available for issuance under the 2006 Stock
Plan and all other employee or director stock plans would exceed 25% of our outstanding shares
on the first day of the applicable fiscal year. Does not include 1,300,000 shares available for
issuance under our 2006 Stock Plan that were added pursuant to this evergreen provision on
January 1, 2008.

(4) Represents a stand alone option agreement we had with our director Keith Gollust, which was
terminated in February 2008.
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Summary Description of Our Non-Stockholder Approved Equity Compensation Plans

On May 27, 2004, we granted our current director Keith Gollust a non-qualified option to
purchase 75,000 shares of our common stock at an exercise price of $10.843 per share. Pursuant to the
option agreement, the option vested as to 50% of the shares upon grant and as to 6.25% of the shares
at the end of each successive three-month period thereafter. In December 2007, in order to make the
option compliant with Section 409A of the Internal Revenue Code of 1986, as amended, the option
agreement was amended to increase the exercise price with respect to 28,125 of the shares issuable
thereunder to $16.00 per share. In February 2008, this option was terminated prior to the exercise and
issuance of any shares thereunder.

COMPENSATION COMMITTEE REPORT

The Compensation Committee of our Board of Directors has reviewed and discussed the
Compensation Discussion and Analysis required by Item 402(b} of Regulation S-K, which appears
elsewhere in this proxy statement, with our management. Based on this review and discussion, the
Compensation Committee has recommended to the Board of Directors that the Compensation
Discussion and Analysis be included in our proxy statement.

MEMBERS OF THE COMPENSATION COMMITTEE:

Robert N. Wilson (Chairman)
Bruce Kovner
Keith R. Gollust

REPORT OF AUDIT COMMITTEE

The Audit Committee of the Board of Directors, which consists entirely of directors who meet the
independence and experience requirements of The Nasdaq Stock Market, has furnished the following
report:

The Audit Committee assists the Board in overseeing and monitoring the integrity of our financial
reporting process, compliance with legal and regulatory requirements and the quality of internal and
external audit processes. This committee’s role and responsibilities are set forth in a charter adopted by
the Board, which is available on our website at www.syntapharma.com. This committee reviews and
reassesses our charter annually and recommends any changes to the Board for approval. The Audit
Committee is responsible for overseeing our overall financial reporting process, and for the
appointment, compensation, retention, and oversight of the work of our independent auditors. In
fulfilling its responsibilities for the financial statements for the fiscal year ended December 31, 2007,
the Audit Committee took the following actions:

* Reviewed and discussed the audited financial statements for the fiscal year ended December 31,
2007 with management and KPMG LLE, our independent auditors;

* Discussed with KPMG LLP the matters required to be discussed by Statement on Auditing
Standards No. 61, as amended, as adopted by the Public Company Accounting Oversight Board
in Rule 3200T, relating to the conduct of the audit; and

« Received written disclosures and the letter from KPMG LLP regarding its independence as
required by Independence Standards Board Standard No. 1, as adopted by the Public Company
Accounting Oversight Board in Rule 3600T. The Audit Committee further discussed with
KPMG LLP their independence. The Audit Committee also considered the status of pending
litigation, taxation matters and other areas of oversight relating to the financial reporting and
audit process that the committee determined appropriate.
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Based on the Audit Committee’s review of the audited financial statements and discussions with
management and KPMG LLP, the Audit Committee recommended to the Board that the audited
financial statements be included in our Annual Feport on Form 10-K for the fiscal year ended
December 31, 2007 for filing with the SEC.

MEMBERS OF THE AUDIT COMMITTEE

William S. Reardon, C.PA. (Chairman)
Keith R. Gollust
Robert N. Wilson

SECTION 16(a) BENEFICIAL OWNERSHIP REPORTING COMPLIANCE

Our records reflect that all reports which were required to be filed pursuant to Section 16(a) of
the Securities Exchange Act of 1934, as amended, were filed on a timely basis except for one Form 4
relating to the amendment of a stock option held by Keith Gollust that was reported on a Form 5. We
received either a written statement from our directors, officers and 10% stockholders or know from
other means that any required Forms 5 were filed or that no Forms 5 were required to be filed.

CERTAIN RELATIONSHIPS AND RELATED PERSON TRANSACTIONS
The following is a description of the transactions we were a party to in 2007 with our directors and
officers and beneficial owners of more than 5% of our voting securities and their affiliates.

Participation in Initial Public Offering

In February 2007, we issued an aggregate of 5,000,000 shares of our common stock in connection
with our initial public offering at an initial public offering price of $10.00 per share, including an
aggregate of 1,000,000 shares to the following directors and beneficial owners of more than 5% of our
voting securities, and their affiliates:

Number of Shares of Aggregate

Name Common Stock Purchase Price
Robert N. WilsOn . . . . .ot i it e eeeeae 100,000 $1,000,000
Bruce Kovner .. ... ... ... i 720,000 7,200,000
Wyandanch Partners, LP(1) .. ............... 180,000 1,800,000

(1) Keith Gollust is the President and sole stockholder of Gollust Management, Inc., which is
the general partner of Wyandanch Partners, L.P.

The initial public offering price of $10.00 per share was determined through negotiations between
us and the representatives of the underwriters of the offering based on several factors, including our
future prospects and those of our industry in general, our financial operating information in recent
periods, and market prices of securities and financial and operating information of companies engaged
in activities similar to ours.
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Policy for Approval of Related Person Transactions

Pursuant to the written charter of our Audit Committee, the Audit Committee is responsible for
reviewing and approving, prior to our entry into any such transaction, all transactions in which we are a
participant and in which any of the following persons has or will have a direct or indirect material
interest:

» our executive officers;

. oﬁr directors;

* the beneficial owners of more than 5% of our securities;

* the immediate family members of any of the foregoing persons; and

« any other persons whom the Board of Directors determines may be considered related persons.

For purposes of these procedures, “immediate family members” means any child, stepchild, parent,
stepparent, spouse, sibling, mother-in-law, father-in-law, son-in-law, daughter-in-law, brother-in-law, or
sister-in-law, and any person (other than a tenant or employee)} sharing the household with the
executive officer, director or 5% beneficial owner.

In reviewing and approving such transactions, the Audit Committee shall obtain, or shall direct our
management to obtain on its behalf, all information that the committee believes to be relevant and
important to a review of the transaction prior to its approval. Following receipt of the necessary
information, a discussion shall be held of the relevant factors if deemed to be necessary by the
committee prior to approval. If a discussion is not deemed to be necessary, approval may be given by
written consent of the committee. This approval authority may also be delegated to the chairman of the
Audit Committee in some circumstances. No related person transaction shall be entered into prior to
the completion of these procedures.

The Audit Committee or its chairman, as the case may be, shall approve only those related person
transactions that are determined to be in, or not inconsistent with, the best interests of us and our
stockholders, taking into account all available facts and circumstances as the committee or the
chairman determines in good faith to be necessary. These facts and circumstances will typicaily include,
but not be limited to, the benefits of the transaction to Synta; the impact on a director’s independence
in the event the related person is a director, an immediate family member of a director or an entity in
which a director is a partner, stockholder or executive officer; the availability of other sources for
comparable products or services; the terms of the transaction; and the terms of comparable transactions
that would be available to unrelated third parties or to employees generally. No member of the Audit
Committee shall participate in any review, consideration or approval of any related person transaction
with respect to which the member or any of his or her immediate family members is the related person.
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PROPOSAL NO. 1—ELECTION OF DIRECTORS

Our Board of Directors currently consists of six members, classified into three classes as follows:
Lan Bo Chen, Ph.D. and William S. Reardon, C.PA. constitute the Class I directors with a term ending
at the upcoming annual meeting of stockholders; Keith R. Gollust and Robert N. Wilson constitute the
Class II directors with a term ending at the 2009 annual meeting of stockholders; and Safi R. Bahcall,
Ph.D. and Bruce Kovner constitute the Class I1I directors with a term ending at the 2010 annual
meeting of stockholders. At each annual meeting of stockholders, directors are elected for a full term
of three years 1o succeed those directors whose terms are expiring.

On February 27, 2008, the Board of Directors accepted the recommendation of the Nominating
and Governance Committee and voted to nominate Lan Bo Chen, Ph.D. and William S. Reardon,
C.PA. for election at the annual meeting for a term of three years to serve until the 2011 annual
meeting of stockholders, and until their successors have been elected and qualified, or until their
earlier death, resignation, retirement or removal. Unless authority to vote for any of these nominges is
withheld, the shares represented by a validly exccuted proxy will be voted FOR the election as directors
of Dr. Chen and Mr. Reardon. In the event that any nominee should become unable or uawilling to
serve, the shares represented by a validly executed proxy will be voted for the election of such other
person as the Board of Directors may recommend in his place, unless the Board chooses to reduce the
number of directors serving on the Board. We have no reason to believe that any nominee will be
unable or unwilling to serve as a director.

A plurality of the shares voted at the annual meeting is required to elect each nominee as a
director.

THE BOARD OF DIRECTORS RECOMMENDS THE ELECTION OF DR. CHEN AND MR.
REARDON AS DIRECTORS, AND PROXIES SOLICITED BY THE BOARD WILL BE VOTED IN
FAVOR THEREOF UNLESS A STOCKHOLDER HAS INDICATED OTHERWISE ON THE PROXY.
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PROPOSAL NO. 2—INDEPENDENT PUBLIC ACCOUNTANTS -

The Audit Committee has appointed Ernst & Young LLP, independent registered public
accounting firm, to audit our financial statements for the fiscal year ending December 31, 2008. The
Board proposes that the stockholders ratify this appointment. In the event the stockholders do not
ratify the appointment of Ernst & Young LLP as our independent public accountants, the Audit
Committee will reconsider its appointment.

On April 14, 2008, the Audit Committee appointed Ernst & Young LLP to audit our financial
statements for the fiscal year ending December 31, 2008. During the two fiscal years ended
December 31, 2006 and 2007, and the subsequent interim period through April 14, 2008, neither
company management, the Audit Committee nor anyone acting on our behalf consulted with Emnst &
Young LLP regarding (1) the application of accounting principles to a specified transaction, either
completed or proposed, or the type of audit opinion that might be rendered on our financial
statements, and neither a written report was provided to us nor oral advice was provided that Ernst &
Young LLP concluded was an important factor considered by us in reaching a decision as to the
accounting, auditing or financial reporting issue, or (2) any matter that was the subject of a
“disagreement” (as defined in Item 304{a)(1)(iv) of Regulation S-K and related instructions) or a
“reportable event” (as defined in Item 304(a)(1}{v) of Regulation S-K and related instructions). We
expect that representatives of Ernst & Young LLP will be present at the meeting, will be able to make
a statement if they so desire, and will be availabte to respond to appropriate questions.

Also on April 14, 2008, the Audit Committee dismissed KPMG LLF, who served as our
independent registered public accounting firm for the fiscal year ended December 31, 2007. The
decision to change accounting firms was approved by the Audit Committee, which subsequently advised
the Board of Directors of its decision. The audit reports of KPMG LLP on our consolidated financial
statements as of and for the years ended December 31, 2006 and 2007 did not contain any adverse
opinion or disclaimer of opinion, nor were they qualified or modified as to uncertainty, audit scope, or
accounting principles, except as follows:

*+ KPMG LLP’s report on the consolidated financial statements of Synta as of and for the years
ended December 31, 2606 and 2007 contained a separate paragraph stating that, “As discussed
in Note 2 to the consolidated financial statements, the Company adopted Statement of Financial
Accounting Standards (SFAS) No. 123R, Share-Based Payment, effective January 1, 2006”.

During the two fiscal years ended December 31, 2006 and 2007, and the subsequent interim period
through April 14, 2008, there were no (1) “disagreements” with KPMG LLP on any matter of
accounting principles or practices, financial statement disclosure, or auditing scope or procedures,
which disagreements, if not resolved to their satisfaction, would have caused them to make reference in
connection with their report to the subject matter of the disagreement or (2) “reportable events”. We
do not expect that representatives of KPMG LLP will be present at the meeting.
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Accounting Fees and Services

The following table presents fees for professional audit services rendered by KPMG LLP for the
audit of our annual financial statements for the years ended December 31, 2006 and 2007 and fees
billed for other services rendered by KPMG LLP during those periods.

2006 2007
Audit fEeS . . . e e e e e, $365,000  $400,000
Audit-related fees . ... .. . e 15,000 15,000
B2 O (=1 T O 15,000 15,000
Allotherfees ... ... . i e e 0 47,000

Total . .. e $395,000 $477,000

Audit Fees

KPMG’s fees for audit services totaled $365,000 and $400,000 for 2006 and 2007, respectively.
Audit services were comprised of services associated with the 2006 and 2007 annual audits and
registration statements.

Audit-Related Fees

KPMG’s fees for audit-related services totaled $15,000 for each of 2006 and 2007, respectively.
Audit-related services were comprised of an employee benefit plan audit.

Tax Fees

KPMG’s fees for tax services totaled $15,000 for each of 2006 and 2007, respectively. Tax services
were comprised of tax compliance, tax advice and tax planning services.

All Other Fees

KPMG’s fees for other services totaled zero and $47,000 for 2006 and 2007, respectively. Other
services were comprised of advisory fees.

Policy on Audit Committee Pre-Approval of Audit and Permissible Non-audit Services of Independent
Auditors ‘

Consistent with policies of the SEC regarding auditor independence, the Audit Committee has
responsibility for appointing, setting compensation and overseeing the work of the independent auditor.
In recognition of this responsibility, the Audit Committee has established a policy to pre-approve all
audit and permissible non-audit services provided by the independent auditor.

Prior to engagement of the independent auditor for the next year’s audit, management will submit
an aggregate of services expected to be rendered during that year for each of four categories of services
to the Audit Committee for approval.

1. Audit services include audit work performed in the preparation of financial statements, as
well as work that generally only the independent auditor can reasonably be expected to provide,
including comfort letters, statutory audits, and attest services and consultation regarding financial
accounting and/or reporting standards.

2. Audit-Related services are for assurance and related services that are traditionally
performed by the independent auditor, including due diligence related to mergers and acquisitions,
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employee benefit plan audits, and special procedures required to meet certain regulatory
requirements.

3. Tax services include all services performed by the independent auditor’s tax personnel
except those services specifically related to the audit of the financial statements, and includes fees
in the areas of tax compliance, tax planning, and tax advice.

4. Other Fees are those associated with services not captured in the other categories.

Prior to engagement, the Audit Committee pre-approves these services by category of service. The
fees are budgeted and the Audit Committee requires the independent auditor and management to
report actual fees versus the budget periodically throughout the year by category of service. During the
year, circumstances may arise when it may become necessary to engage the independent auditor for
additional services not contemplated in the original pre-approval. In those instances, the Audit
Committee requires specific pre-approval before engaging the independent auditor.

The Audit Committee may delegate pre-approval authority to one or more of its members. The
member to whom such authority is delggated must report, for informational purposes only, any
pre-approval decisions to the Audit Committee at its next scheduled meeting,

The affirmative vote of a majority of the shares cast affirmatively or negatively at the annual
meeting is required to ratify the appointment of the independent public accountants.

If our stockholders ratify the selection of Ernst & Young LLP, the Audit Committee may still, in
its discretion, decide to appoint a different independent auditor at any time during the year ending
December 31, 2008, if it concludes that such a change would be in the best interests of Synta and our
stockholders. If our stockholders fail to ratify the selection, the Audit Committee will reconsider, but
not necessarily rescind, the appointment.

THE BOARD OF DIRECTORS RECOMMENDS A VOTE TO RATIFY THE APPOINTMENT OF
ERNST & YOUNG LLP AS INDEPENDENT PUBLIC ACCOUNTANTS, AND PROXIES SOLICITED
BY THE BOARD WILL BE VOTED IN FAVOR OF SUCH RATIFICATION UNLESS A
STOCKHOLDER HAS INDICATED OTHERWISE ON THE PROXY.
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CODE OF CONDUCT AND ETHICS

We have adopted a code of conduct and ethics that applies to all of our directors, employees,
including our chief executive officer and chief financial and accounting officers. The text of the code of
conduct and ethics is posted on the “Investors--Corporate Governance” section of our website at
www.syntapharma.com. Disclosure regarding any amendments to, or waivers from, provisions of the
code of conduct and ethics that apply to our directors, principal executive and financial officers will be
included in a Current Report on Form 8-K within four business days following the date of the
amendment or waiver, unless website posting of such amendments or waivers is then permitted by the
rules of The Nasdaq Stock Market.

OTHER MATTERS

The Board of Directors knows of no other business which will be presented to the annual meeting.
If any other business is properly brought before the annual meeting, proxies in the enclosed form will
be voted in accordance with the judgment of the persons voting the proxies.

STOCKHOLDER PROPOSALS AND NOMINATIONS FOR DIRECTOR

To be considered for inclusion in the proxy statement relating to our 2009 Annual Meeting of
Stockholders, stockholder proposals must be received no later than January 7, 2009. To be considered
for presentation at the 2009 Annual Meeting, although not included in the proxy statement, proposals
must be received no earlier than February 21, 2009 and no later than March 23, 2009; provided,
however, that in the event that the date of the 2009 Annual Meeting is more than thirty (30) days
before or more than thirty (30) days after the anniversary date of the preceding year’s annual meeting,
notice by the stockholder to be timely must be so delivered not earlier than the close of business on
the ninetieth (90) day prior to such annual meeting and not later than the close of business on the
later of the sixtieth (60th) day prior to such annual meeting or the tenth (10th) day following the day
on which we make a public announcement of the date of such meeting.

Proposals that are not received in a timely manner will not be voted on at the 2009 Annual
Meeting. If a proposal is received on time, the proxies that management solicits for the meeting may
still exercise discretionary voting authority on the proposal under circumstances consistent with the
proxy rules of the SEC. All stockholder proposals should be marked for the attention of Secretary,
Synta Pharmaceuticals Corp., 45 Hartwell Avenue, Lexington, MA 02421.

WHETHER OR NOT YOU INTEND TO BE PRESENT AT THE MEETING, YOU ARE URGED
TO FILL OUT, SIGN, DATE AND RETURN THE ENCLOSED PROXY, OR COMPLETE YOUR
PROXY BY TELEPHONE OR VIA THE INTERNET, AT YOUR EARLIEST CONVENIENCE.

BY ORDER OF THE BOARD OF DIRECTORS

Mém

Wendy E. Rieder, Esq.
Secretary

Lexington, Massachusetts
April 29, 2008

Our Annual Report on Form 10-K for the fiscal year ended December 31, 2007 (other than
exhibits thereto) filed with the SEC, which provides additional informatien about us, is available on
our website at www.syntapharma.com and is available in paper form to beneficial owners of our
common stock without charge upon written request to Secretary, Synta Pharmaceuticals Corp.,

45 Hartwell Avenue, Lexington, MA 02421.
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Elesclomol acts through a novel mechanism of action with broad and
exciting potential as a new category of anti-cancer therapy. In a series
of in-vitro and in vivo experiments, elesclomol has been shown to rapidly
cause an increase in oxidative stress—the level of reactive oxygen species
(ROS)—inside cancer cells. The prolonged elevation of ROS inside cancer
cells induced by elesclomol causes the cancer cell to exceed a critical

breaking point and undergo programmed cell death (apoptosis).

Cancer cells operate at a much higher intrinsic level of ROS than normal
cells, which leaves them more vulnerable to an agent such as elesclomol
that elevates oxidative stress. We believe it is this differentiation that has
led to the high therapeutic index observed in our preclinical models, and

the safety profile we have observed in our clinical studies.

Oxidative stress induction represents a novel anti-cancer strategy—a novel

way of differentiating, and selectively killing, cancer cells vs. normal cells.
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INVESTOR INFORMATION

Copies of our annual reports on Form 10-K,
proxy statements, quarterly reports on
Form 10-Q, and current reports on Form
8-K are available to stockholders upon
request without charge. Please visit our
website at www.syntapharma.com or send
requests to:

Investor Relations

Synta Pharmaceuticals Corp.
45 Hartwell Avenue
Lexington, MA 02421
Phone: 781-541-7125

Fax: 781-274-1270

E-mail: ir@syntapharma.com

This annual report may contain ferward-looking statements about Synta Pharmaceuticals Corp. Such forward-looking statements can

be identified by the use of forward-looking terminology such as “wiil”, “would”, “should”, *expects”, “anticipates”, “intends”, “plans”,
“believes”, “may", "estimates”, “predicts”, "projects”, or similar expressions intended to identify forward-looking statements. Such
statements, including statements relating to the timing and progress of our clinical and preclinical programs, reflect our current views
with respect to future events and are based on assumptions and subject to risks and uncertainties that could cause actual results to differ
materially from those expressed or implied by such forward-looking statements, including those described in "Risk Factors® of our Form
10-K for the year ended December 31, 2007 as filed with the Securities and Exchange Commission. Synta undertakes no obligation to

publicly update forward-locking statements, whether because of new information, future events or otherwise, except as requirad by law.
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